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PREFACE 


Despite the existence of many excellent text*books of clinical 
medicine, we have felt the necessity of ttfinging out a' publication on 
this important subject in amatt separate volumes, dealing with its 
different branches in a manner that has often been found to he 
helpful at the bedside, both !n the teaching of medical students and 
in the taking up and management of patients by the general pracU* 
tioners. ■ , 

Our plea for giving the priority of publication to this present 
volume on cardiovascular and renal diseases is firstly because thm 
branch of medicine is often considered both by the students and the 
^practitioners to be too complex to be easily grasped and secondly 
because cardio>rcnai disturbances are exceedingly common in ^Hn'cat 
practice, demanding tbclr urgent attention. 

The volume opens with an introduction on definition of disease 
and certain other tefma, signs symptoms, mechanism of their 
production, a general scheme of case-taking for routine use in oil 
cases and a special scheme for cardiac cases. 

It has incorporated in detail the various essential clinical 
methods of examination of the heart and the kidneys, .ffitiologj', 
pahology, sjuaptomatology, diagnosis and treatment have been 
briefly considered to give the reader a clear picture of the disease 
processes and their management. Unnecessary and controversial 
details have been deliberately eschewed, as far as practicable. 

■ Throughout the book, stress has been laid on considering the 
diseases of the heart from the stiological and functional stand x>oiut 
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and not from the anatomical view point only. Hence vascular diseases 
have not been allotted a separate chapter. 

The volume ends \vlth two appendices dealing with the basic 
essentials of clinical electrocardiography and the methods of urine* 
anaij'sis respectively. 

Finally, we hope this small book would prove useful to those 
for whom it is intended. 


J. C. B. 
P. K. C. 

Calcutta 

Dated, the 7th December 1946. 
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PART I 

GENERAL INTRODUCTION 

Disease, its definition. — Disease is a disturbance of the sense 
of well-being, both physical and mental. Such a state of well-being is 
maintained in health by the anatomical and functional integrity of 
the various organs and tissues, as well as by the capacity of the 
mind and body, to adapt themselves to the varying environments to 
which the individual is exposed in his day-to-day .struggle for 
existence. 

Aetiology. — The causes which produce diseases are called 
stiological factors. These are ; 

1. Infections by (a) Bacteria, (b) Parasites, and (c) 
Filterable viruses. 

2. Intoxication by toxins of (a) Bacterial origin, (b) Metabolic 
origin, or (c) Chemical poisons. 

3. Dedcieney in vitamins. 

4. Metabolic derangement. 

5.. Developmental errors and hereditary diatheses. 

6. Endocrine dysfunction. 

7. Neoplasm. 

8. Injury from (o) Mechanical causes, e.g., trauma, (b) 

Physical causes — heat, electricity, (c) Chemicals — corrosive aci^ and 
alkalies. , 

9. Psychological causes. 

Pathology. — ^The word pathology literally means science of 
disease. It is, however, used in a more restricted sense to mean the 
study of changes in the organs and tissues brought about by one or 
more of the atiological factors. Such changes may he local or 
general. 

The local changes may be 

1. Inflammation and its sequelae, such as. (a) Suppuration, 
(b) Degeneration, (c) Necrosis, (d) Caseation, (e) Granulation. (/> 
Cicatrisation. 

2. Degeneration and necrosis from other causes, and gangrene. 



CENESAL INTRODOCTIOK 


3. Circulatory disturbances, e.g.. (o) Congestion — active or 
passive, (b) Thrombosis, (c) Infarction. 

4, Neoplasm. 

The general changes are chiefly of two types— 

1. Metabolic disturbances resulting in fever, v\'astlng. acidosis etc. 

2. Alteration in tissue response in general, to foreign Irritants, 
e.g., allergy, hypersensitivenass, immunity and tolerance. 

Symptoms «nd signs . — Symptoms are subjecti\'c sensations 
produced by a disturbance of functions of one or more organs due 
to one or more stiological factors. The disturbance of functions 
may be (o) over-action, (b) under-action, (c) altered action, and 
(d) loss of function. 

The subjective sensations may arise as a result of abnormal 
excitation of nerves by the local changes in the tissues. These 
impulses may cause abnormal sensations of discomfort directly where 
sensory nerves exist or they may cause referred sensations or reflex 
disturbances. For instance, an inflammation in the middle ear 
causes earache, 'whereas an Inflammation in the gail-hiadder causes 
aching in the tip of the right shoulder as referred pain. 

Symptoms may also arise as a result of abnormal reaction of 
organs to psj'chogenic disturbances. 

Signs are objective evidences of disease produced by altered 
anatomy and physiology of organs and tissues. They are capable of 
demonstration. Signs may be produced in several ways as follows: 

1. Alteration in size and shape of organs e.g., enlargement of 
the heart in heart failure as detected by pupation of apex-beat and 
percussion of the borders; irregularities in an enlarged liver as in 
malignant disease. 

2. Disturbances of nervous functions either motor, sensor>' or 
psychological, and alteration in reflexes, such as in diseases of the 
nervous system. 

2. Alteration of secretions and excretions of the body, such 
as excessive expectoration or urinary abnormalities. 

' 4. Alteration in the chemistry of blood and tissue fluids. Such 

changes lead to, or indicate, a disturbance of metabolism and/or of 
the heat-regulating mechanism. The so-called constitutional 'signs 
like wasting, fever, malaise. deh>’dration, anemia etc., or signs of 
a more specific character such as tetany of hypocalcemia, may arise 
from such causes. 

Diagnosis. — The first duty of a physician is to relieve or pre- 
vent the suffering of his patient. This object can however be 
attained by arriving at a complete and accurate diagnosis as to the 
nature, site and extent of the anatomical and phj*siological distur- 
bances caused by the di*:ease as well as its zetiological factors. A 
complete diagnosis therefore, must be anatomical, functional and 
setiological. 
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For this purpose, the phj'siciaa collects all the data regarding 
the evolution of the symptoms and their character, the susceptibi- 
lities of the patient and evidences of changes In the organs. The 
clinical approach for the ellcitetion of all these data and detection 
of phj’sical signs constitute case-taking. Sometimes to confirm or 
supplement the phj'Sical signs, laboratory or instrumental aid is 
necessary, such as the chemical analysis of urine, blood, cerebro- 
spinal fluid etc., microscopical and bacteriological examinations, use 
of the X-rays, electro-cardiography, endoscopy etc. A diagnosis may 
not always be arrived at even after all these investigations and 
recourse has to be taken to biopsy (pathological and histological 
examination of tissues removed from the body during life) or 
exploratory operations. Inspite of the adoption of the above methods, 
the diagnosis may still remain obscure, and in the last t^sort, may 
be arrived at or confirmed by an autopsy. Although this does not 
help in the performance of the first duty of the physician as a healer 
of suffering, it adds considerably to our knowledge of diseases and 
helps us in improring our diagnostic acumen In future cases. 

Case-taking.—- In case-taking a definite scheme of investigations 
is followed to ensure' thoroughness. It consists of three parts, as 
follows: 

1. History taking and Interrogation of the patient. 

2. Physical examination (a) general and lb) systemic. 

3. Special Investigations with laboratory or instrumental aid. 

General Scheme of Case-taking 

KISTORT TAKING 

1. Name, age, sex, race, caste, religion, occupation, address 
and date of examination. 

2. Complaints. — These should be recorded, as far as possible, 
in the patient's own words ; i.e., the description, in short, of the 
character of the chief subjective sensations of the patient. The 
duration of each complaint should be noted. 

3. History of the present illness . — "By careful interrogation 
or from the patient's description, the details regarding symptoms 
are elicited, such as mode of onset, chronological sequence of their 
development, continuous or in paroxysms, causes of aggravation or 
relief etc. In these enquiries, it is necessary to avoid leading ques- 
tions. 

4. History of past illnesses. — Enquiries should be made for 
(o) Past diseases of which the present symptoms may be after- 
effects, (b) Diseases which may predispose to the suspected present 
condition, (c) Past illnesses which maj’ be early manifestations of 
the present disease, such as exudaUve pleurisy preceding pulmonary 
tuberculosis, (d) Any other disease of importance in the past life. 
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5. Family history. — (o) A genera! enquiry as to the condi- 
tion of health in the nearest relations, if alive, or the mode of their 
death, if dead. 

(h) In case of infectious diseases, an enquiry as to similar 
infection in other members of the family. 

(c) An enquiry as to the preaenee of similar sjTnptoms and 
signs in other members, e.g.. In diabetes mellitus, epidemic dropsy, 
familial acholuric jaundice, haemophilia, epilepsy, hereditary ataxias 
etc. 

6. Personal history. — Enquiries should be made into (a) 
Environmental conditions, whether hygienic or unhygienic. 

(b) Habits, sedentary or active, 

(c) Mental make-up — whether habitually jovial, depressive, 
anxious or restless etc. 

(d) Nature of food and hour of meals. 

(e) Use of tobacco, tea. coffee or alcohol, specially the quan- 
tities taken in twentyfour hours. 

(/) Nature of work involved in the occupation. 

(a) Marital state, number of children; in case of females, mis- 
carriages or abortions, menstrual history,^ 

FIITSICAL EXAMINATION 

I. General examination.— The following should be noted: — 

(a) State of consciousness and intelligence, (b) Physical build 
'—development In proportion to age, (c) State of nutrition — weight 
of the patient. 

(d) General attitude. — Restless, apprehensive, distressed or dull 
and apathetic. If the patient is in note the decubitus or the 
position of patient in bed, e.g., dorsal, lateral, propped up or stoop- 
ing forward. 

(e) Facies or facial expression. (/) Pallor, jaundice, cyanosis, 
anasarca, rash or spots on the body. 

(< 7 ) Any marked' abnormality in eyes, e.g., exophthalmos; in 
the neck e.g., engorged veins, pulsating carotids or goitre etc. 

(h) Enlarged neck glands. 

(i) Any marked change in the extremities like clubbing of 
fingers and toes, cedema of feet. 

(i) Temperature, (k) I*ulse. (1) Respiration. 

n. Systemic examination. — ^Tbe system to be examined first 
and most elaborately will be suggested by the presenting symptoms. 
The other systems are to be examinod more briefly according to the 
routine procedure and any abnunnal finding is to be recorded. 

1. Circulatory system. — (o) SKbjectife symptoms. — Dyspiraa 
on exertion, prscordial pain, palpitation. 

• (b) Objectivt signs, (i) Inspection. — Shape of pracordium, 

site of apical impulse, other pulsations in the pnecordium and out- 
side. 
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(il) PaJpotion. — Site and character of the apical impulse, other 
pulsations, thrills, if any. 

(iii) Perrussion. — Site of the apCK. the left, right and upper 
■borders of heart, cardio-hepaUc angle. 

(iv) Auscultation. — Study of the cardiac sounds— character, 
intensity, duration and distinctness. Murmurs, if present, note site 
of maximum intensity, timing, character, propagation, pericardial 
friction rub. Auscultate successively in the mitral, tricuspid, pulmo- 
nary and aortic areas and record findings in each area. 

Vessels. — ^Radial pulse — character, rate, volume, tension and 
condition of the arterial \valL Look for abnormal prominence, 
tortuosity, irregularities and hardness of the brachial, temporal and 
dorsalis pedis arteries. 

Blood pressure.— Sj'stoUc and diastolic. 

2. Respiratory system. — (o) Subjective symptoms, — Chest 
pain, cough, expectoration, hsmopt^'sis. d^-spncea. 

(b) Objective signs. — (i) /nspeefion. — Upper respiratory 
passages — tonsils, nasal sinuses. Shape of the chest, wasting of 
muscles, respiratory movements, rate of respiration. 

<U) Palpation.— Shape and movements of chest, vocal fremitus, 
local tenderness. Irritability of the muscles— myotatic Irritability. 

(ill) Percaseton.— Extent of the borders diminished or in- 
creased. Abnormalities of resonance over the lungs and sense of 
resistance to the percussing finger. 

(iv) Ausatltation. — Breath sounds and their abnormalities, 
adventitious sounds if any, vocal resonance. 

3. Alimentary system. — (a) Subjective symptoms. — ^Anore.xia. 
flatulence, pain or colic, acid eructations, heartburn, nausea, vomit- 
ing, luematemesis, mehena. diarrheea, constipation. 

(b) Objective signs. — (I) Inspection. — ^Tongue, teeth and 
gums. Abdomen — ^movements with respiration, abnormal distension 
or retraction, prominent veins with direction of blood flow, localised 
swellings, visible peristalsis — site of origin and mode of spread. 

(U) Palpation. — Abdomen. — Movement with respiration, soft or 
rigid — ^local or general. Tenderness, localised or generalised- Abdo- 
minal masses if any. Palpation of liver, spleen, ascending and iliac 
colons. 

(ill) Percussion. — Abdomen. — ^Localised dullness, shifting dull- 
ness. fluid thrills. Percussion of different organs. 

(iv) Auscultation for peristaltic sounds. 

(v) Rectal exaniination. 

4. Urinary system, (o) Subjective symptoms. — Frequency 
of micturition-^iumal or nocturnal, oliguria, hematuria, .d 5 'suria. 

(b) Objective signs. — (1) PaXptUion . — Palpation of the kidnej’s, 
enlargement if any and tenderness in loins. 

Urine examination. 
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_5. Nervous system. — (a) Subjective symptoms. — Paralysis, 
paresis, ataxia, tremor, anaesthesia, panesthesia, headache, distur- 
bance of consciousness, memorj', judgment, sleep etc, 

(b) Objective signs . — Psychological functions, speech, gait, 
cranial nerve functions, motor functions, sensory functions, reflexes 
(superficial and deep), visceral reflexes, trophic changes. 

(c) Opht/ialmoscoptc csamination of the fundus of the eye. 
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CARDIOVASCULAR SYSTEM 
CHAPTER I 

INTRODUCTION. INTERROGATION AND CASE-TAKING 

General considerations. — ^The heart consists of three parts, the 
myocardium, the endocardium and the pericardium. The myocar- 
dium supplies the driving force for the circulation and certain parts 
in it, such as the sinoauricular and the auriculoventricular nodes and 
the bundle of His, are concerned with the origin and spread of the 
cardiac impulse, thus keeping up the normal rhythm. Tlie endo- 
cardium is throuTi into folds at the cardiac orifices and forms valves 
to maintain the circulation in one direction. The pericardium 
encloses between its layers a lubricated space providing the heart a 
smooth and frictionless contact adth the surroundings. 

It is obvious, therefore, that the myocardium plays the most 
important part in the main function of the heart; and myocardial 
diseases affect cardiac effiricncy directly, leading to symptoms by 
reduction of cardiac resen’e. 

Valvular diseases may cause a leakage of blood in abnormal 
direction or an abnormal narrowing of the orifices, thus increasing 
the mechanical burden on the myocardium. Such defects, how'ever, 
may be suffclently compensated for, and may in no way reduce the 
cardiac efficiency provided the myocardium is healthy. Their signi- 
ficance lies in so far as they increase the burden on the myocardium 
already damaged. 

Pericardial diseases obtain importance when they produce a 
mechanical strain on the heart either by anchoring it with the rigid 
chest W’all, or by compressing it with effusion or contracting cicatrix. 

Causes of heart disease. — 1- Rheumatic infection. 2. Hyper- 
tension, essential or nephritic. 3. Coronary arteriosclerosis. 4. 
Syphilis. 5. Chronic pulmonary disease causing increased resistance 
and anoxamia (Cor pulmonale). 6. Thyrotoxicosis. 7. Psycho- 
neurosis, Neurocirculatory asthenia. 8. Toxic, metabolic, nutritional 
and deficiency factors as in epidemic dropsy, beiiberi. D. Congenital 
defects. 

Investigation and Case-taking. — Patient’s name, race, religion 
and address are noted. 

Age. — Common causes of heart disease at different ages are 

to) Infancy — Congenital defect. ♦ 

(6) Childhood and adolescence' (upto 20 years) — Rheumatic 
infection- 
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(c) Adults (20 to 35 j'ears)— Chronic rheumatic vahmiar 
disease, neurocirculatory asthenia. thjTotoxicosis. 

(d) Middle age (40 to 50 j'ears) — Hj'pertension, coronary 
sclerosis, emphysema and chronic bronchitis, syphilis. 

(e) Old age (above 55 years) — Coronary sclerosis, hj'perten- 
sion (rare). 

Sex. — Syphilitic heart disease and coronary sclerosis are dis- 
tinctly rare in females. ThyrotoidcosU is more common in females. 
Contrary to the common belief, rheumatic heart disease is more 
commonly seen in males than in females. Pregnancy and labour 
provide additional problems in female with heart disease. 

Occupation. — ^The nature of occupation ts important in assess- 
ment of prognosis. 

Complaintt. 1. Dyspnoea. — ^Thls is a consciousness of the effort 
of breathing causing discomfort. Dj^pnea maj* be mainly of three 
varieties, — e.YertlonaI, continuous and paroxysmal. 

(a) Exertional dyspnoea. — In the early stages, dj-spnoea occurs 
on accustomed exertion. Later, dj'spnca may be so severe as to 
occur on slight movements. 

(h) Continuous dyspnoea. — It occurs even at rest. In extreme 
cases the dyspncea is severe enough to make the patient sit up for 
breath (ortkopnoea). In sitting posture the comparative freedom of 
diaphragmatic movements affords some relief to respiration. 

(o) Paroxysmal dyspnoea or cordioe asthma. — It occurs at 
mght when the patient Is suddenly roused with intense dj’spncea. 
Seen in cases of (i) hj'pertension, (11) aortic valve disease, (iii) 
coronary sclerosis, (Iv) mitral stenosis (rarely). 

Dyspncea in any form Is mostly seen in left ventricular failure 
or In mitral stenosis. It is mainly due to stasis and congestion in 
the pulmonary capillaries reflexly stimulating the respiratory centre. 

The cause of cardiac asthma is not properly understood. It is 
seen in early stages of left ventricular failure with an overacting 
right ventricle. 

2. Praecordial pain. — It is mainly due to three causes, viz., (o) 
effort angina, (b) coronary thrombosis, and (c) neurocirculatorj’ 
asthenia. The character of pain in these conditions is shown in 
Table I. 

Other causes of pnecordial pain of less importance are (a) 
syphilitic aortitis or aneurysm of aorta, (b) pericarditis, (c) 
congestive cardiac failure (a sense of discomfort), (d) reflex pain 
from other organs like gall bladder or stomach. 

3. Palpitation. — A conscioosness of heart beat occurs in rapid 
action, forcible or overactioa and irregular action of the heart. This 
wa y or may not be associated with oi^anic heart disease. More 
often it is due to nen'ous or emotional causes or due to flatulence. 
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1. Site. lUctrosternal. 


[Resttostemai, rareiy Mammary or sub- 
In eplg^rium- j mammary region. 


2. Excltlngi 
causes and 
relation to[ 
effort. 


Exertion, exclt 
ment, hea\’y mealat 
and exposure tol 
cold. Areravatcilj 
by exertion andf 
relieved by rest. 


i. Charac- 
ter. 


Coronary t h r o m *j Neuroclrculatorj' 
bosis. \ asthenia. 


|Ko exdtlnif cause 
Occurs at rest.) 
Not affected by| 
exertion. 


More or less cons- 
tant pain. No 
definite relation 
to effort 


|Tb the arm and Same as in effort From inframam- 
forearm on the angina. 1 mary to the left 

left rarely to ' subscapular re- 

tlght side. ^ I gloo. 

Sense of constne-jsame as in effort Sharp stabbing pain 
tion, oppression or angina. Oontinu.j or aching, 

choking sensation ous and relentless, 

(Angina means pain. 

reelb^ of stran*' I 

gulatlon). I 


6. Z>urstlon. 


6. Mode ofi 
relief. 


A few seconds to aiOontinuous f o r Continuous with 
lew minutes.' hours or even] varying Intensity 

Rarely 10 minu-,‘ days. < over longer 

tea, maximumi j periods, 

limit half-an-hour.l j 

Rest and inhala-'Not relieved by Not relieved by 
Uon of amyl amyl nitrile or amyl nitrite or 

nitrite. rest Relieved by reSt. Relieved by 

1 morphine. j sedatives. 


4. Syncope . — This may vary in degree from momentary giddi- 
ness to actual fainting with loss uf consciousness due to cerebral 
anjemia. Two tj^ies of cymeope are seen — vdscalar and cardiac. 

(a) Voscular ayncope . — It is more common and less often 
associated with organic heart disease. Peripheral vascular dilata- 
tion with consequent circulatory stasis and fall of blood pressure 
leads to diminished venous return, uiaufficiant cardiac output and 
cerebral ansmia. The causes of vascular syncope are: — 

(i) Postural. — ^In debilitated persons of low muscular tone and 
lax abdominal wall.' ‘ sudden assumption of erect posture from a 
supine position, causes stasis of blood in the splanchnic capillaries. 
A momentary dizziness, or a loss of. consciousness in exaggerated 
cases, occurs. 
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(li) Vasovagal. — A reflex stiiauiation of vagaJ centre and in- 
hibition of vasomotor centre canse a fall of blood pressure, slowing 
of pulse, nausea and sweating. The patient feels a sense of un- 
steadiness, blurring of vision and loses consciousness ror periods of 2 
to 10 minutes. This is usually seen in persons of poor muscular and 
Vascular tone and debilllj*, but may also occur in healthy people. 
Sxciting causes are ph^’sical discomfort, intense pain, sudden emo- 
tional shock etc. 

(iii) Severe Aaemorrhaye. 

(b) Cardiac syncope. — Cerebral ansmia occurs as a result of 
ventricular arrest, very slow or extremely rapid ventricular rate and 
ventricular fibrillation. In complete heart-block, if the ventricular 
rate becomes very slow <betow 20 per minute) or when there is 
temporary cessation, loss of consciousness occurs if the interval 
between ventricular beats exceeds 5 to 10 seconds. Epxleptiform fits 
may occur in longer intervals. Cases of repeated sj-ncope with 
epileptiform convulsions, but without biting of tongue and involim- 
tarj' evacuatioD of bowels and bladder, occurring in cases of heart 
block are called Adams-Stokes syndrome. 

5. StceUing of the legs. — In the early stages it occurs around 
the ankles In the evening, disappearing with night’s rest. 

6. Other symptoms referable to 

(a) Servous system. — Headache, Insomnia, failing memory, 
delirious state, clouding of consciousoess. 

(b) GostrO’Mestinat system. — Anorexia, flatulence and right 
hypochondriac pain. 

Past illness. — Enquiries should be made for the previous his- 
tory of 

1. Rheumatic infection and its various manifestations, such as 
<a) irregular fever, sore throat, fleeting pain in limbs and joints, 
swelling of big joints, (b) cutaneous nodules, (c) chorea. 

2. Syphilis, (a) Exposure to infection, (b) Penile scar, (c> 
Abortion or miscarriage In wife, (d) Sore throat, cutaneous eruption, 
glandular enlargement. 

3. Hypertension. (a) Essential, (b) Nephritic — oliguria, 
hematuria, cedema. 

4. Chronic bronchitis, asthma, etc. 

5. Epidemic dropsy. 

6. Acute Infective fevers like diphtheria and influenza. 

7. Beriberi. 

Family history. — <o) Rheumatic heart disease, <b) hyperten- 
sive and arteriosclerotic disease, (c) epidemic dropsy, (d) sudden 
death with or without anginal pain or paralysis suggesting coronary 
thrombosis or apoplexy should be asked for. 
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. Personal history. — Habits of the patient should be noted. 
Patients with sedentary habits may stifier from dyspncea with much 
less exertion than one with active habits. Severity of sjTnptoms 
may thus be judged. Persons of anxious worrying type and of a 
nervous predisposition are susceptible to functional heart disease 
or liable to exaggerate sj'mptoms of existing organic disease. 

Amount of tea, tobacco, coffee or alcohol consumed should be 
noted. The environmental condition should also be noted. Over- 
crowding, dampness and malnutrition predispose children to rheu- 
matic infection. 

General examination. — ^The following points are to be noted. 

1. State of conscioHsttess and psychoJogical functions . — In severe 
congestive cardiac failure, there may be clouding of consciousness, 
confusional delirium and Jack of concentration. Memory and judg- 
ment are also defective in cerebral arteriosclerosis and cardiac failure. 

n. GeneroZ dcceZopment, build and nutrifton. — 1. Stunted 
groAvth may be due to congenital heart disease or chronic valvular 
disease from early childhood. 

2. Heavily built obese persons with plethoric habitus are pre- 
disposed to high blood pressure. 

HI. Decubitus atid general uttitude. — In congestive cardiac 
failure the patient is propped up due to dyspnea. In severe cases, 
ortbopncea Is present. 

IV. Pallor . — In heart disease, severe pallor is due to active 
rheumatic infection or subacute bacterial endocarditis. Severe 
ansmia due to other causes may itself be the cause of cardiac symp- 
toms. 

V. Cyanosis. — It is a blue colouration of skin and mucous 
^membrane due to presence of an excess of reduced hsmoglobin (5 

gms. or over per 100 c.c.) in the capillaries.. In severe anemia with 
bsmoglobin below 30 per cent, cyanosis does not occur. 

The excess of reduced fuemoglobin may occur In two ways: 

1. Excessive dissociation of oxygen in the capillaries due to 
stasis of blood and sluggish circulation iperipheral cyanosis). 

2. Entry of reduced hemoglobin into the s^-stemic circulation 
due to (a) diminished oxygenation In the lungs, or (b) shunting of 
venous blood to the arterial side without passing through the lungs 
tcentTul cyanosis >. 

Peripheral cyanosis is most marked in the extremities and is 
associated with coldness and lividity of the parts. It may be seen 
in: (1) exposure to cold, (2) peripheral circulatory failure, (3) 
Ra^maud’s phenomenon, (4} venous stasis as in right sided cardiac 
failure. 

Central cyanosis is independent of the velocity of blood flow and 
js not associated with any coldness of the extremities. The colour 
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of the skin and mucous membrane Is bluish, more intense and wide- 
spread. 

The causes of central c^'anosis arc as follows: 

(1) Obstruction to air passages. (2) Reduction in the area of 
oxygenation in the lungs as in emphj'sema, lobar pneumonia, 
bronchopneumonia, pulmonary cedema with or without left ventri- 
cular failure. (3) Direct shunting of venous blood from the right 
to the left side of the heart without passing through the lung: as in 
various congenital defects of the heart and large vessels. (4) 
Alteration of h*moglobio, such as sulphsmoglobimemia, 
inethxemoglobinxmia, carbon monoxide poisoning. (5) Polycy- 
themia. 

IT. Jaundice. — It is not a common sign in heart disease. Its 
presence is. however, indicative of pulmonary infarction. 

VII. (Edema. — In the early stages of congestive failure, pitting 
cedema of the dependent parts, such as around the ankles in the 
evening, is the characteristic feature in ambulant patients. General 
anasarca is rare except in severe cases of congestive failure. 

Vni. Face and eyes. — Obrious exophthalmos is indicative of 
thyrotoxicosis. Inequality of the pupils may be seen in aneurysm 
of the aorta due to pressure on the superior cervical ganglion of the 
sympathetic. 

Subconjunctival hemorrhage may occur in subacute bacterial 
endocarditis. A malar flush is said to be characteristic of mitral 
stenosis. 

DC. Keck. — 1. Prominent engorged neck veins indicate marked 
increase of venous pressure due to right sided congestive cardiac 
foiture, or obstruction to the superior vena cava due to pressure by 
aneurysm and mediastinal growth or due to constrictive pericar- 
ditis. 

Engorgement only above the level of the manubrium should be 
taken as pathological. If the patient is lying on a pillow, prominent 
veins may be seen at the root of the neck up to a height about the 
same level as the manubrium. This is normal; but engorgement 
beyond this height is pathological. The engorged veins may pulsate 
high in the neck in case of congestive cardiac failure, especially 
with tricuspid regurptation, but not la cases of engorgement due 
to obstruction in the superior mediastinum. Venous pulsation is 
visible, but not palpable distinguishing it from carotid pulsation 
which is both visible and palpable. It is well to remember that 
venous pulsation may be seen at the root of the neck in normal young 
persons in the supine position. 

2. Exaggerated carotid pulsation. — A visible and palpable 
pulsation can normally be seen over the common carotid arteries 
specially in rapld’and forcible cardiac action. In exaggerated form. 
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it is seen in (a) aortic regurgitation, (&) severe anjemia, (c) thyro- 
toxicosis, (d) high blood pressure, (e) aneurysmal dilatation. 

3. Size of the thyroid gJand. — ^Enlargement may be associated 
with toxic cardiac symptoms. 

X. Extremities. — These should be examined for 

1. Clubbinp of the ^«^crs and toes. — This is showTX by a bul- 
bous enlargement of the soft tissues at the tip of the fingers or toes, 
and abnormal convexity of the nails, longitudinal and transverse. 
This is due to proliferation of the subungual connective tissue as a 
result of long-standing anoxa^mia and toxsmia. Clubbing is seen 
in. the following conditions. 

(a) Cardiac causes — {») Cyanotic group of congenital heart 
disease, (ii) Subacute bacterial endocarditis. 

(b) Respiratory diseases — (i) Bronchiectasis, iii) Chronic lung 
abscess, (iti) Chronic empyema, (to) Emphysema, (v) Chronic 
fibrocaseous ^tuberculosis. 

(c) Long-standing biliary cirrhosis of liver. 

(d) Congenital defect. 

In severe cases, swelling due to'subperiosteal bone formation also 
affects the clavicles, lower ends of radius, ulna, tibia and fibula; the 
condition being known as chronic hypertrophic pulmonary osteo- 
arthropathy of Charcot. 

2. fEdemo.— This is specially seen over the ankles in early 
stages. 

3. Rheumaiie ttodulee.— These are painless, firm, subcutaneous 
nodules of varying size, seen In fascia, ligaments or tendons around 
bony prominences. These should be looked for in front of the 
wrist, behind the elbow, over the mastoid process, around the knees 
and ankles. They are seen in subacute rheumatic infection of 
children and are indicative of activity of the infection. (See Fig. 9, 
page 44). 

4. Osier’s nodes. — Painful raised red nodules in the pads of the 
fingers and toes are found in subacute bacterial endocarditis. 

5. Petechial haemorrhage In the skin — commonly seen in sub- 
acute bacterial endocarditis. 

Systemic examination. — The examination of the cardlov'ascular 
system consists of examination of the heart, radial pulse, blood 
pressure and exercise tolerance. 

Heart — The surface relations of the heart are shown in the 
figure. (Fig. No. 1). The part of the anterior chest W’all overlying 
the heart is called the prscordium. Its boundaries are as follows; — 

On the right, a curved line joining the right third and the 
seventh chondrostemal junctions, reaching a maximum distance of 
IY 2 " from the middle line. 

On the left, a line joining a point in the left second intercostal 
space jxist internal to the left parasternal line, with the apex in the 
left fifth intercostal space just interna! to the midclavicular lino. 
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The upper and Zoiccr borders can be obtained by joining the 
upper and lower limits of the right and left borders. 



Fjg. 1. Tlid mrface relations of lieart ami 
the cardiac r&Irea> Tbe red eirclea ladvcate 
the porltioa of auscollatory areas. P— 

IMmonary. M — Mitral. T — Tri'enepid. 

A — Aortic. 

The surface markings of the different cardiac valves are shown 
in the figure. In auscultation for tbe sounds produced at the diffe* 
rent valves, the stethoscope is placed over areas of the chest wall 
where the chambers in which these valves lie are most superficial. 
These areas are named after the corresponding valves; and sounds 
produced in that particular valve or orifice, are heard best in that 
area. These areas do not correspond with the anatomical position 
of the valves. These auscultatory areas are (1) mitral area, over 
the cardiac apex, (2) tricuspid area, at the lower end of the sternum, 
(3) puJmonarp area, at the inner end of the left second intercostal 
space. (4) aortic area, over the sternal end of the right second 
costal cartilage. 

Inspection. — The following should be noted: — 

1. Shape of the praecordhim . — (a) Abnormal bulging apart 
from parietal causes indicates an enlargement of heart starting in 
early life. 
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A fullness of the praecordinm may be due to pericardial effusion 
or rarely to mediastinal new-growths. 

(b) A retraction is usually secondary to skeletal deformitj* of 
the thorax, either congenital, rachitic or occupational in origin. 
Rarely, it is due to chronic adhesive pericarditis and fibrosis of the 
lungs. . \ 

2. Visible pulsations. I. .Over the praecordium. (o) Apicat 
impulse. — It is due to impact of the cardiac apex with the chest wall at 
each systole. It is the most reliable clinical evidence of the position 
of the apex of the heart. Ri the healthy adult, in the erect posture, 
it is seen over an area of about 1" in diameter in the left fifth inter- 
costal space just Internal to the midclavicular tine. 

It is abnormally prominent in (i) thin chested people, (11) 
overaction of the heart, due to excitement, exertion, .fever, anemia, 
thyrotoxicosis, neurocirculatorj' asthenia etc., (HI) hypertrophy of 
the ventricles (the lower sternum and the ribs, may be visibly 
lifted), (Iv) retraction of the left lung, (v) pericar^al effusion, 
occasionally. 

It may be invisible in (i) thick chested people, (ii) emphysema 
of the lungs, (Hi) pericardial effusion, (iv) weak cardiac action. 

(b) A pulsation in the 'left second and third intercostal space 
near the sfenutm.— May be due to <i) a dilated pulmonary artery, 
as in mitral stenosis, (U) retraction of the left lung, as in pulmonary' 
fibrosis, (111) aneurysm at the commencement of the descending 
aorta. 

fc) A systolic indraicing of the lower segment of the praecor- 
dium.— May be due to chronic adhesive pericarditis. A diffuse pul- 
sation with systolic indrawlog may also be seen in thin .chested 
people due to systolic recession of the right ventricle from the chest 
wall. 

n. Pulsations outside the praecordium. (o) In the right second 
intercostal space near the manubrium, a pulsation may be seen due 
to aneurysmal dilatation of the ascending aorta. 

(6) In the suprasternal notch, may be seen in (!) aneurysm of 
the aortic arch, (U) atheromatous dilatation of the aorta, (iii) 
aortic regurgitation, (iv) severe anxmia, (v) abnormal thyroidea 
imo artery or abnormal origin of the right subclavian arterj*. 

(c) Epigastric pulsation. — ^This may be seen in (i) neurotic 
individuals ^vith lax abdominal wall. The pulsation is systolic and 
transmitted from the abdominal aorta, (ii) excited action of the 
heart causing systolic retraction of the epigastrium, (iii) pulsation 
of the liver due to severe congesUve cardiac failure, (iv) right 
ventricular enlargement, (v) aneurysm of the abdominal aorta. 

(d) Dilated pulsatile arteries in the intercostal spaces. — ^May 
be seen in congenital coarctation of aorta, due to collateral circula- 
tion between the branches of the thoracic aorta with those of the 
subclavian artery, chiefly the scapular and internal mararmry' arteries. 
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(c) Systolic retraction of the left loicer intercostal spaces in 
the lateral or posterior chest vail is seen in adhesive pericarditis. It 
is called Broadbenfs sign. 

Palpation. — For palpation, the physician stands or sits on the 
right aide of the patient and places his right hand flat on the pra- 
cordium with fingers towards the apex of the heart. For detection 
of pulsations, at first the palm is used and then accurate localisa- 
tion is made by the tips of the fingers. 




Fig. 3. Falpation Of lao BpicaJ uopulso. 

1. The findings of inspection as regards the shape of the prs- 
cordium and bulging or retraction elsewhere are confirmed by 
palpation. 

2. Pulsations. L Apical impulse is nsore accurately determined 
by palpation than by any other method. When palpating, the situa- 
tion, character, rate and rhythm should be noted. 

Situation. — ^Vhen felt over a wide area, the outermost and the 
lowermost point, where a definite (not the maximal) thrust is felt by 
the finger tip, should be tahen as the position of the apex of the 
heart. If a well defined thrust is not felt in the recumbent position, 
palpation should be done with the patient in the left lateral position. 
The site of apical impulse should be noted in relation to the inter- 
costal spaces and to the left midclavicular line, and not to the mam- 
mary line which is variable in pomtion. Normally, the apex is 
internal to the midclavicular line in the left fifth intercostal spaci 
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Normal variations. — (a) to children, it may be found in the 
left fourth apace just outside the midclavicular line. 

(h) In deep chested people, with high diaphragm, apex is found 
a little upwards and outwards. 

(c) to the long narrow chested people, it is found more inter- 
nally and in the left sixth space. 

(d) to the left lateral position, the apex moves about 1" out- 
wmrds. 

The apical impulse is found in abnormal situation in the follow- 
ing conditions: — 

A. Lateral diaplacement of the heart and mediastiniun by 
conditions In the lungs and pleural cavity. Thus, pleural effusion, 
pneumothorax, pulmonary newgrowths (with effusion), shift the 
heart to the opposite side. 

In collapse and fibrosis of the lung, the apex of the heart is drawn 
to the same aide. 

B. Enlargement of the heart. — In left ventricular enlargement, 
the apex moves mainly downwards and in right ventricular enlarge- 
ment, it moves mainly outwards. 

C. Upward displacement to the third or fourth space may be 
due to (a) pericardial effusion, (h) raised intra-abdominal pressure 
from causes such as ascites, advanced pregnancy, marked spleno- 
megaly, Intra-abdominal tumours, (c) fibrosis of the upper lobe of 
the left lung, (d) paralysis of the left dome of diaphragm. 

D. In congenital dextrocardia, apex-beat is found on the right 
side of the sternum. 

The apical impulse may not be palpable due to the same causes 
which render it invisible. Before concluding that it is impalpable, 
congenital dextrocardia should be excluded. 

Character. — ^Normally, the apical impulse is felt as a definite 
thrust of modeArate atren^h and appreciable duration over a small 
area. 

Variations in character are: — 

A. Increased force and duration — A slow heaving impulse rai£^ 
ing the chest wall Indicates left ventricular hypertrophy. 

B. A forcible but very short impulse — slapping in nature is 
characteristic of mitral stenosis. It may also occur to excitement, 

, exertion or neuro-clrculatory asthenia. 

C. Weak or Imperceptible impulse may be due to (a) thi^ 
chest wall, (b) emphysema of the lungs, (c) weak cardiac action, (d) 
pericardial effusion, (e) abnormal position or situaUon behind a rib. 

D. A double apical impulse may be due to (a) bundle branch 
block in persons with normal blood pressure, (b) presj’stolic gallop 
rbythm in presence of hypertenrion. 

Rhythm. — Irregularities, same as those seen in .the pulse may 
occur in conditions like sinus arrhythmia, auricular fibrillation, extra- 
systole and heart-block. (See page 28). 
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II. Other ‘puUations in and outside the pracordium are looked 
for as in Inspection. Their significance has already been mentioned. 

3. Thrills . — A thrill la a tactile sense of vibration compared 
to the purring sensation felt when the hand is placed over the back 
of a cat. The following points should be noted about thrills 

(a) Timing. — Sj^aloUc or diastolic as determined by comparing 
with the apex-beat or the carotid pulse. 

(b) Site of maximum intensity. 

The common thrills found are 

(o) In the mitral area — (i) a s>'stoIic thrill indicates mitral 
regurgitation; (ii) a prcsystolic or diastolic thrill indicates mitral 
stenosis. 

(b) In the aortic area — (i) a systolic thrill indicates aortic 
stenosis, aortic aneurysm or dilated aorta; (ii) a diastolic thrill indi- 

, cates a ruptured aortic valve and sometimes it is present in aortic 
incompetence. 

(c) In, the pulmonary area— a systolic thrill is found In con- 
■ genital pulmonary stenosis. 

(d) A little to the left of the pulmonary area— a more or less 
continuous or systolic thrill is found in patent ductus arteriosus. 

(e) In the fourth intercostal space to the left of the sternum— 

• a systolic thrill indicates patent interventricular septum. 

(/) Thrill is also felt over arterio-venous aneurj'sms any- 
where in the body. 

Thrills are mostly pathognomonic of organic valvular disease, 
toough _occasionally systolic thrills may be present in severe 
amcmia of in forcible heart action of thin chested normal individuals. 

4., Pericardial /riction rwb may be felt in fibrinous pericarditis. 
A friction rub can be distinguished from a thrill by being superficial, 
“to-aDd-fro in character and being less constant in timing and 
situation. 

Percussion. — Percussion is a method of physical examination in 
. which a resonant note is produced by striking on surface o£ the body 
overlying an air-containing organ. 

In examination of the heart, percussion is used to outline the 
. area on the anterior chest wall overljdng the heart, by finding out the 
limits between the resonant lung and the non-resonant heart. The 
. heart being partially covered by the left lung, a partial resonance is 
obtained over the coveted portion as elicited by light strokes. With 
firm percussion strokes however, the thin lung tissue between the 
heart and the chest wall cannot mask the dullness. 

The outline of the cardiac dullness obtained by light percussion, 
is superficial or absolute dullness, and represents the uncovered por- 

• tion of the heart. Its extent depends on the condition of the left 
. lung or the left pleural cavity and its determination is of little 

importance’in the diagnosis of heart disease. 
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The dullness obtained by nioderaleb' firm percussion is called 
deep or relative dullness, and this represents the actual anatomical 
outline of the heart- Jt is therefore, of greater clinical importance 
in determining enlargement of the heart or distension of pericardium 
by fluid. Unfortunately, however the method requires considerable 
practice and experience to reach any degree of accuracy. Even then, 
it is not possible to completely outline the heart by percussion. Its 
chief use is to make a rough estimate as to the position of the left 
border when the apex is not definitely palpable. The left and right 
borders cannot alu'ays be determined accurately. In thick chest* 
wall, emphysema of lung, left aided pneumothorax or in great dis- 
tension of stomach, cardiac dullness may not be found at all. 

In the routine examination, the folloaing procedure is sufficient 
for all practical purposes. 

1. The position of apical impulse is percussed. 

2. Percunsion of the left border in the third space. 

3. Percussion of the right border and the cardio-hepatic angle. 

4. Percussion of the second intercostal space from the left side 
across the sternum to the right. 

ifefhod. — ^The middle finger of the left hand is placed on the 
chest wall and its middle phalanx is struck by the middle finger of the 
right hand. The former is called the 'pleximeter and the latter 
percus3l«7 finger. The stroke Is executed by a movement from the 
wrist and not from the elbow, and it may be light or firm according 
as superficial or deep resonance is to be elicited. Percussion should be 
done from the resonant to the dull area along a line perpendicular 
to the border percussed, the pteximeta^ finger being parallel to the 
border. The point where the note changes and a sense of resistance 
is felt, is noted. 

Percusaion of the apex. — clear lung resonance is elicited in 
'the fourth, fifth or occasionally the sixth space near the left axilla 
•and then the border of the heart is approached, gradually moving 
the pleximeter finger inwards In the same space. If the dullness 
extends to the left beyond the point of palpable apical impulse, a 
'pericardial eSuaion is present. 

Percuaaion of the third space. — ^Tb© third space on the left side 
is similarly percussed from the axilla inwards and the point of dull- 
ness noted. The distance of the left border from the middle Une in 
the third space is normally shout half the distance of the apex from 
the middle line. In right ventricular enlargement os in mitral 
stenosis or in dilatation of the pulmonary artery, dullness in the 
third space extends outwards, while the apex remains in the usual 
position. 

jPercKsrion of the right border. — For percussion of the right 
border, the liver dullness is to be determined first by percussing 
with moderate strokes in the mldclavicular line from the second 
space downwards. This is found normally in the fifth space or 
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bebinc] the fifth rib. Then the right border is percussed one space 
above the liver dullness, starting suffcientJy out on the right side 
and gradually approaching the heart. In the fourth or fifth space, 
the right border is found at a distance of 1 to 1 from the 
middle line. It is not always possible to detect this border, specially 
in the presence of emphysema of the Iting. A definite dullness 
beyond the normal limit indicates right auricular enlargement if dis- 
placement of the heart can be exctu^d. 

The percussion of thfi cardlo-hepatic angle is important in peri- 
cardial effusion when it becomes obtuse instead of the normal acute 
angle (Rotch’o sign). 

Percussion of the second intercostal space. — The second inter- 
costal space is next percussed starting from the left side in the 
mammary line across the sternum to the right side. Normally, it is 
resonant throughout, the great vessels being deeply situated. This 
space may be dull in part or throughout in (a) aneurysmal dilata- 
tloa of the aorta, (b) dilatation of the pulmonary artery, (c) dis- 
placement of the heart upwards, (d) patent ductus arteriosus. 

If it is possible to outline the caHiac dullness, a characteristic 
shape may ^ seen in some conditions, such as, (a) a boot-shoped 
heart in left ventricular enlargement, (b) globular or square-shaped 
heart in right ventricular enlargement, (c) pyriform shape In peri- 
cardial effusion. 

Au*cuIUtien.-~Ia auscultation, we hear the cardiac sounds and 
any murmur or bruit This can be done directly by placing the ear 
on the cheat or indirectly by a atefhoacope. The latter is universally 
used. The chestpiece is successively placed in the routine examina- 
tion on the mitral, aortic, pulmonary and tricuspid areas. The first 
sound is best studied In the mitral area, and the second sound both 
in the aortic and pulmonary areas. The sounds should be studied 
first, and their character, intensity and duration are to be noted. 
During auscultation, it will be helpful to keep a finger on the apex- 
beat or the carotid pulse to time the sounds and murmurs. 

First sound, — This is produced mostly by the myocardial con- 
traction in ventricular systole and partly by closure of the auriculo- 
ventrlcular valves. It is best beard over the cardiac apex. Its 
character is best imitated by the word Iwbb. 

Variations. — 1. Accentuation of intensity may be due to: (o) 
thin chest wall, (b) overaclion of the heart as in exertion, excite- 
ment, fever, ansmia. thyrotOTdcosis, neurocirculatory asthenia, (c) 
b.vpeEtxQ.?h.v ot the venlriclea — ini left, ventricular hYpectrophy the 
sound is loud and prolonged, described as booming, (d) mitral 
stenosis — the sound is very short and sharp described as clapping 
or snappy. 

2. Weakness or indistinct first sound may be due to: (a) thick 
.chest wall, (b) emphysema of the lungs, (o) myocardial weakness 
from myocarditis, degeneration, fibrosis etc., (d) shock or collapse, 
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<e) general asthenia, as after prolonged illness, (/) pericardial 
effusion. 

The first sound may be inaudible in the presence of loud apical 
systolic murmur, being masked by It. 

3. Reduplication . — \Vhen the two ventricles contract asyn- 
chronously, the first sound may appear reduplicated as in bundle- 
branch block. Two separate sounds may also be audible in cases of 
auricular hypertrophy' or in anriculo-ventricular conduction delay, 
the auricular contraction being audible. 

1. Shortness. — Sometimea, the first sound becomes very short 
and sharp resembling the second sound. If this occurs with a very 
rapid heart rate, two similar sounds ate audible at equal intervals, 
resembling the ticking of a clock. It is described as tic-iao or foetal 
rhythm because tbe fatal heart sounds are normally* of this character. 
It is an expression of exhaustion of the my’ocardlum. 

Second sound . — It is produced by tho closure of tbe aortic and 
pulmonary valves at the beginning of diastole and by tbe consequent 
increased tension and vibration of the valves. It should be studied 
in the aortic and -pulmonary areas. It can be best imitated by the 
word dup. 

In ihe oortic area. — 1. Accentuation of the second sound indi- 
cates: (o) high blood pressure, (b) aortic dilatation or aneury’sm of 
the aorta. The sound in this condition has a metallic ringing qua- 
lity simulating the sound produced on suddenly stretching a piece of 
linen (Bruit d'Tabourke). 

2, Weakness of the second sound may be due to (a) low 
blood pressure as in collapse, (b) aortic stenosis, and (c) loud mur- 
murs masking the second sound. 

In the pulmonary area . — ^Accoituation occurs in: (a) excited 
action of the heart, <&) supine position, when the diaphragm is high, 
(c) conditions raising the pressure in tbe pulmonary circulation as 
mitral stenosis, left ventricular failure, emphysema, asthma, chronic 
bronchitis, fibrosis of lungs etc. 

Tbe second sound may be reduplicated either in the aortic or 
in the pulmonary area, due to asynchronous closure of the two 
semilunar valves. This is due to an abnormal increase in pressure 
In either the aorta or the pulmonary artery thus altering the normal 
relation between the two. The significance is the same as that of 
accentuation of the sounds. 

Sometimes, three heari-sounds are audible. The third sound is 
almost always heard in diastole. This may occur in: — 

1. formal hearts of children and adolescents . — A physiolo- 
gical third sound due to the sudden opening snap of the auriculo-v'en- 
tricular valves in early diastole. This is exaggerated in early mitral 
stenosis. 

2. Gallop rhythm . — ^Three heart sounds occurring in a rapid 
heart simulate the footfalls of a galloping horse. The extra soimd 
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may be audible in early diastole iprotodioatolic), or in late diastole 
(preaystoUc) . The sound Is generally best heard at or just internal 
to the apex-beat. A gallop rhythm is most commonly associated 
with a dilated ventricle, usually the left, and is an indication of grave 
myocardial exhaustion. It is most commonly found in failing hyperten- 
sive heart, but may also be found in; (o) coronarj* thrombosis, (6) 
rheumatic carditis, (c) acute myocardiUs of infective fevers like 
diphtheria, tj^phold, influenza etc., (d) thjTotoxicosis, (e) severe 
ansmia etc. 

The extra sound is believed to be produced by the impact of the 
inflowing blood from the auricles against the toneless wall of the 
dilated ventricles. A presystolic gallop may also be due to audible 
auricular contraction. 

Advenfiftous aounds . — These are 1. cardiac murmurs, 2. cardio- 
respiratory murmurs and 3. pericardial friction rub. 

Cardiac murmura . — The mechanism of production of murmurs 
is not quite well understood. They are found whenever the normal 
relations < between the cardiac chambers and their communicating 
orificea, are disturbed (as in stenosis, absolute or relative) : or when- 
ever there is a flow of blood in a direction opposite to the normal as 
in regurgitation through a valve. Their intensity depends on two 
factors,— (o) the degree of change, that is, the more severe the 
stenosis or regurgitation, the more intense is the murmur, (b) the 
velocity of blood fioio, so that a doubtful murmur of early stenosis or 
regurgitation may be made more prominent by Increasing the blood- 
flow by exercise. 

When a murmur is audible, the following points are to be 
noted: — 

1. The site of maximum Intensity. 2, The relation to car- 
diac cycle, systolic or diastolic. 3. Character, such as, rough, rumb- 
ling, harsh, grating, soft, blowing or musical. 4. Intensity. 5. Pro- 
pagation in a selective direction. 6. Constant or inconstant in diffe- 
rent phases of respiration. 

Jlf«m«rs in the mitral area.-^^Sy3Mic murmur is found In: — 

(a) Organic mitral regurgitation in which condition the valve 
cusps are structurally deformed, or too rigid to close the orifice com- 
pletely. It is almost alwa}'S of rheumatic origin. 

(b) Functional regurgitation as a result of a dilatation of the 
muscular mitral ring from weakness or atony of the myocardium, 
the valve cusps being normal. This may occur in acute rheumatic 
carditis and toxemias of infective fevers, in severe ansmia, coro- 
nary sclerosis, hypertension etc. These conditions are usually asso- 
ciated with left ventricular dilatation. 

(c) Physiological, as in athletes or rapidly growing children 
without any evidence of cardiac enlargement, or organic, heart 
disease. 
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The differences between the organic and functional mitral re- 
gurgitaton murmurs are shown in the following table. 

Table H 


Organic. 1 Functional. 


-1. Character. 

2. Propagation. 

3. Associated 
thrilL 

4. Previous 
history. 

&. Cardiac- 
enlargement. 

-6. Associated 
mitral stenosis 


It must he mentioned that the o^anjc and functional murmurs 
may'resemhle each other in their character and propagation. The 
only reliable guides are a definite hisloty of Vheumatic'infectlon, 
and a definite evidence of mitral sten<»is, which must be looked for 
with all possible care. 

A 8>*stoIic murmur at the apex must be distinguished from a 
cardio-respiratory murmur and a pericardial friction rub. The former 
is produced by sudden suction of air into the lung alveoli around 
'tte.heart_^by the partial vacuum, created at each systole. Such a 
murmur is soft, short and superficial, and heard best in inspiration. 

A^perlcardial friction rub Is recognised by its superficial, rub- 
bing, tVand-fro character. is inconstant in time and position. 

A systolic murmur at the mitral area may also be transmitted 
from other areas, when its point of maximum intensity will be else- 
where. 

(2^ J?i<isloZfc.7nwm«r in the mitral arcajs heard in: (a) mitral 
stenosis, (.bl aortic reg^urgitation, b«ng transmitted from the aortic 
area, (c) relative mitral stenosis — ^Austin Flint murmur. ' 

{a) The murmur of mitral stenosis. — Clinrocter. — It is rough, 
rumbling and of low pitch. It has a marked presystolic accentuation. 
The so-called crescendo character is due to its sharp ending In an 
accentuated first sound. 

• Point of maximum intensiit /, — Over a small area at the apex.' 


|Harsh long and constant. Soft, blowing and musical, 
{ loud. ( short. 

Propagated to the leftjNo propagation. ' 
laxUla. j 

^Sj^toJlc thrill. 'No thrill. 

History of rheumatic In/ec- No history of rheumatic 
j tlon present. | Infection. j 

Present May be absent 

May be present, ^Absent 

I 
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Propagation. — It is very localised and has no selective propaga- 
tion. 

IIo\c elicited. — It Is best heard in the recumbent posture and 
best in the left lateral position. In doubtfui cases, auscultation 
should be done immediately after some exercise and with the patient 
in the left lateral position, when the murmur will be accentuated. 

ilechaniam of production and variation of murmur with the 
atagea of aienosia. — ^The murmur is due to passage of blood through 
the stenosed mitral orifice during diastole. Its intensity depends on 
the degree of stonosis and the velocity of blood-flow. In advanced 
stages, the murmur occupies the full diastole, with accentuation in 
early diastole and presystole, due to rapid blood-flow from a suction 
action of the relaxing ventricles in early diastole, and auricular 
contraction in presyatole. In early stages, the murmur may be 
only presystollc, or more often early diastolic, especially in young 
children. When auricular 3}*stole Is absent due to auricular fibrilla- 
tion, the presystolic accentuation disappears. 

(&) In aortic regurgitation, an early diastolic murmur may be 
heard at the mitral area. ' It is soft blowing in cbaracter and has no' 
presystolic accentuation. Its point of miximum intensity is in the 
third space near the sternum. 

<c) Austin Flint murmur. — ^This Is a presystolic murmur heard 
io some cases of aortic regurgitation without any organic stenosis of 
mitral orifice. It Is believed to be due to a relative mitral stenosis. 

ilunnura in the aortic area . — ^1. Systolic murmur. This may be 
due to: («) dilatation of the aorta from— (i) syphilitic aortitis, (11) 
atheroma, (iii) severe anamia with atony, (&) Aneurysm of the 
ascending aorta, (c) Aortic stenosis, (d> Transmitted murmur 
from the pulmonary area. 

The first two conditions produce murmur by causing a relative 
or functional stenosis without organic change in the aortic valves. 
The third condition is associated with organic change in the cusps. 
The distinction between functional and organic stenosis murmurs is 
sbowm in Table m. 

2. Diastolic murmur. — This is found in; (a) aortic regurgitation 
due to rheumatic infection, syphilis or atheroma; (6) tom aortic 
valves, as in ulcerative endocarditis. 

Aortic regurgitation murmur, — Cftaracter. — Soft and blowing 
Begins with maximum Intensity immediately after the aortic second 
Bound and gradually falls off. The duration depends on the degree 
of regurgitation. 

Point of maiimiiTn intensity. — ^Third and fourth Intercostal space 
at the left border of the sternum or in the pulmonary area. 

Propayation. — Downv^ards along the left margin of the sternum. 

Hoio elicited. — It Is best heard in the erect posture. In doubt- 
ful cases, patient is asked to hold his broatb at the end of expira- 
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tion, when the murmur will be better heard. Direct auscultation 
with ear placed on the chest wall also helps in doubtful cases. 

Table m 


j Organic. | 

1 Functional. 

1. Character. 1 

Rough, loud, may be 
grating. 

1 Soft and bIo%ving, of 
low intensity. 

2. Propagation. ' 

1 Upwards wen the targe * 
\’ea3ets of the neck. 

1 Sometimes to the , 

1 apex also. , 

1 ^tot wdely propagated. 

3. ThriU. j 

^ Systolic thrill over, 
aortic area. 

Ko thrill. 

4. Aortic second 
sound. 

; IXminlshed or absent, j 

i Accutuated and ring* 
Ing. 

5. Pulse. i 

tension, siwly 
rising sustained pulse. 

j No characteristic pulse. 


Both systolic and diastolic murmurs at the aortic area may be 
simulated by pe'ricardial friction rub. which is usually of a super* 
ficial tO'snd'fro character. 

Mtirmura in the pulmonart/ area. Systolic mumur.— This is 
jthc, commonest of all murmurs heard over the heart. The'eauses 
arc: — 

(a) Relative pulmouarj' stenosis, due to dilatation of the pul- 
monary artery, whose wall being thinner and less elastic than that 
of the aorta, is easily dilatable in such conditions as: (i) ansmia 
and febrile states with lack of general tone, (11) conditions of in- 
creased resistance in the pulmonary' circulation, as in emphysema, 
asthma, chronic bronchitis, fibrosis of the lung etc., (iii) mitral 
stenosis and left ventricular failure impeding venous return from 
the lung, (iv) a supine position with a raised diaphragm, and forced 
expiration. 

(&) An organic stenosis of congenital origin is a less common 
cause of pulmonary* systolic murmur, which is then harsh and loud, and 
associated with a thrill. 

(c) Patent ductus arteriosus, aneurysm of the descending aorta 
and coarctation ot aorta are rare causes of systolic murmur in the 
pulmonary area. 

(d) It may be a transnutted murmur from other areas. 

2. Diastolic murmur , — ^Tbe causes are (a) Aortic regurgitation. 

(bT Pulmonary regurgitation, which Is usually functional due to 
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dilatation of the pulmonary ring along with a dilatation of the pul- 
monary artery. When thia happens in mitral stenosis, the pulmonary 
diastolic murmur is calied Graham Stcell murmur. 

Murmurs in both the above conditions are similar in character and 
and propagation. Aortic regurgitation is distinguished by a water-' 
hammer pulse, and pulmonary regurgitation by an exaggerated pulsa- 
tion in the root of lungs as seen by fluoroscopy. The murmur in the 
latter condition may also be heard at the lung bases. 

Murmurs in Ihc tricuspid area.— In ver>' rare cases of tricuspid 
stenosis, a presystolic murmur, of the same character as that of mitral 
stenosis, is heard. 

Although functional tricuspid regurgitation presumably occurs 
quite frequently in right ventricular failure due to dilatation of the 
right ventricle and consequently of the tricuspid ring, a systolic 
murmur is very rarely heard. 

Other murmura. (l)^oper's murmur. — A systolic murmur with 
maximum Intensity at the left third and fourth intercostal space near 
the sternum is heard in patent Interventricular septum. 

(2) Machinery or humming top murmur. — A more or less conti- 
nuous, loud, noisy murmur with systolic or diastolic accentuation is 
heard in the left second intercostal space just outside the pulmonary 
area in patent ductus arteriosus. It Is described as macbinery or 
humming top murmur because of its noisy character. 

(3) Vaacular murmura. — (o) Duroziei^a murmur — a diastolic 
murmur over the femoral artery In aortic regurgitation. 

(b) Systolic murmur over aneurysms. 

Cardio-reapiratory mumurs. — In each cardiac systole a partial 
vacuum is produced in the overlying lung and a sound may be pro- 
duced by a sudden entry of air into the alveoli. This may be mis- 
taken for a systolic Intracardiac murmur. Similarly, in diastole, 
the expanding ventricles may force some air out of the overlying 
alveoli and cause a diastolic murmur. Such murmurs are beard beat 
at or near the apex. They are short and superflcial, and are heard 
better, or only', during inspiration. 

Pericardial friction nth. — In fibrinous pericarditis, a rough 
superficial to-and*fro sound is audible specially at the base of the 
heart. It varies from time to time, and its relation to the cardiac 
systole and diastole, is less constant. 

Pulvt. — For tie coutluie cUnjical exatainaUcta.. the radial pulse is 
felt as it Is most superficial and easily accessible. The middle three 
fingers of the right hand are placed lightly on the artery and are 
gradually pressed until a maximom pulsation is felt. The degree of 
pressure necessary’ for this, indicates the tension, so that tna.'umum 
pulsation with a very light touch, indicates a low tension. 
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The size of the pulse and the amplitude of pulsation indicate its 
volume. 

The following points must be noted about the pulse: 1. Rate. 2. 
Rhythm. 3. Tension. 4. Volume. 5. Condition of the arterial wall. 

1. Rate- — It varies according to age, sex and actirity; the nor- 
mal average being 72 per minute. It may be as high as 00 or as 
slow as 60 per minute in young healthy adults. 

Tachycardia. — It means abnormal increase of pulse-rate. 

Causes. 1. Simple or sinus tachycardia. — The cardiac rate is 
increased but the impulse for cardiac contraction arises at the normal' 
pace-maker, the sino-auricutar node. The rate rarely exceeds 160 per 
minute; and it responds to exercise and rest by gradual increase 
and decrease. 

It may occur in (a) exercise and emotional disturbances, (6) 
febrile states, (c) active tuberculosis or rheumatic infection, (d) 
heart failure, (e) ansmta and haemorrhage, (/) shock and collapse, 
(_g) thyrotoxicosis, (h) neurocirculatory asthenia, (j) drugs such 
as atropine (by depressing the vagus), adrenaline, ephedrine, excess 
of tobacco, coffee etc., or caffeine by stimulating the sympathetic. 

2. Aurfewlar fibrillaiion and /fuffcr.— The cardiac impulse 
arises from an abnormal circus movement In the auricles and not 
from the pace-maker (S-A node). In fibrillation the rate is 90 to 
160 per minute and the pulse is irregularly irregular. Exercise in* 
creases the rate and irregularity of the pulse. In flutter, the rate Is 
140 to 180 per minute, pulse is regular, and it changes suddenly by 
multiples on exercise or is not affected at all. It is temporarily 
slowed by pressure on the carotid sinus. 

3. Paroxysmal tachycardia.-— It is a sudden onset and offset of 
tachycardia due to no apparent exciting cause; the impulse arising 
outside the normal pace-maker. Pulse rate varies from 120 to 220 
per minute and is not affected by exercise, rest or change of posture. 
Pressure on carotid sinus (reflex vagus stimulation) has no effect 
on the rate, or if any effect at all. the tachycardia ceases suddenly. 

Bradycardia. — It means abnormal slowing of the pulse-rate. 

1. Simple or sinus bradycardia. — ^The cardiac impulse arises at 
the normal pace-maker and the ventricles respond to each impulse 
but the rate is very slow. The rate rarely falls below 50 per minute 
and it responds to exercise by gradual increase. 

It occurs in (a) Sleep and rest, (b) Increased inirscranial pres- 
sure. (c) Obstructive jaundice, (d) Myxeedema. (e) Vagal stimula- 
tion (i) refiexly, as in vasovagal syncope, (li) by drugs as digitalis. 
(/) Convalescence from acute illness, (g) Certain infective fevers 
(the rate Is relatively slow) as typhoid fever, mumps, dengue, 
influenza. 

2. Heart-block. — ^The vehtriclw fail to respond to some of the 
impulses arising at the paceroakw (incomplete heart-block), or to- 
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all the impulses (covipleie heart-block) and assume an independent 
rhythm. In incomplete heart-block with 2:1 rhythm, pulse rate is 
regular and between 40 to 50 per minute. Rate may be abruptly 
doubled on exercise or inhalation of amyt nitrite. In complete heart- 
block, rate is generally below 36 per minute and is not affected by 
exercise or amyl nitrite Inhalation. 

II. Rhythm. — Irregularities of pulse may be present with or 
without a dominant rhythm. 

1. With dominatit rhythm, (a) Sinus arrhythmia— alternate 
acceleration and slowing udth the phasea of respiration. 

(b) Extra systole — causing dropped beats or coupling or trip- 
ling of beats. 

(e) Incomplete heart-block — causing dropped beats or coupling 
or tripling. 

2. IVithout dominant rhythm . — Completely irregular pulse in 
which no two beats are similar, either in spacing or strength, as in 
auricular fibrillation. 

in. Tenaion. — High tension occurs in all conditions giving rise 
to high blood pressure, as In essential hypertension, scute or chronic 
nephritis, aortic stenosis, thyrotoxicosis etc. 

Low tension is found in (a) shock, (2>) lack of arteriolar tone, 
(e) rundown, ansmic or debilitated states or (d) Addison’s disease. 

IV. Volume . — depends on the cardiac output. In hsmorrh* 
ages or dehydration, or in low venous return to the heart from 
peripheral vascular stasis, pulse is of very low volume and tension. 

Inequality of the pulses in the two wrists may be due to (a) 
aneurysm of the aorta, (b) mediastinal growths, (e) abnormalities 
in the arteries. 

An increase in the volume of the pulse may normally occur in 
inspiration and a decrease in expiration. When abnormal decrease, 
almost to disappearance, occurs in inspiration, it is called puJaus 
paradoxus. 'This occurs in pericardial effusion or constrictive peri- 
carditis. 

Alternate big and small beats occur In pulsus altemans, wbicb 
is an indicarion of extreme myocardial exhaustion. 

V. Condition of the arterial wall . — The artery is completely 
emptied by pressure of the fingers and it is rolled between the 
fingers and the underljins bone- In thickening and hardening of the 
artery due to arteriosclerosis it is felt like a cord. Irregularity and 
tortuosity should also be noted. 

Ail the superficial arteries are to be examined, such as, the 
radial, brachial, temporal and the dorsalis pedis arteries. 

A graphic record of the arterial pulsu (sphygmogram) and of 
the venous pulse (phlebogram) over the neck veins is a very useful 
method of investigation. Simultaneous tracing of the venous and 
radial pulsation can be recorded by an Instrument called polygraph. 
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Special types of pulse. 1. Corrigan’s or 
(collapsing pulse).— A sudden forcible upstroke followed by an 
immediate fall; the artery eollapsing to an almost 
in diastole. It is best appreciated when the wnst is grasped by t e 



Fig. 3. Normal radial gphj'ffn'ojimnJ. 

palm and raised above the patient's head, thus exaggerating the 
-diastolic collapse; a distinct sharp impact is felt by the Ungers, 
whereas with a normal pulse no pulsation is felt. 

Causes. — (a) Aortic regurgitation, (b) Severe aoxmia. (c) 
Thyrotoxicosis, (d) Nervous excitement, (e) Arterio-venous aneurysm. 
(f ) Patent ductus arteriosus, (g) Occasionally in high blood pressure 
with high pulse pressure. 


Fig. 4. Sphvgmogram sliowiog Trofer-liammer pube. 


2. Pulsus tardus or pJateau-puJse . — It means a slow gradually 
rising sustained pulse. It is seen in aortic stenosis or in conditions 
of hypertension. 

3. Anacrotic pulse and pulsus bisferiens . — This is like the pulsus 
tardus, but with a double wave on the upstroke. This is also fotmd 
in aortic stenosis. 


Fig. S. Hadial spltygmogiam shonirg asacrotie pulse. 

4. Dicroiic pulse . — There Is a double wave on the down stroke. 
It is seen in conditions of low diastolic pressure -with overaction of 
the heart, as in febrile states, particularly ty’phoid fever. 

5. High bounding pulse. — A rapid pulse of large volume but 
low tension is seen in acute infective fevers -with excited cardiac 
action and peripheral vasodilatation, as in pneumonia. 

6. Thready running puJse . — ^A rapid pulse of low volume and 
tension. It is seen in peripheral failure, shock or hsmorrbage. In 
extreme cases, pulse becomes imperceptible. 
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Auscultation over large arteries like the femoral is sometimes 
done. In aortic regurgitation, a sj-stolic pistol-shot sound due to a 
sudden entry of blood into a collapsed empty vessel, and a diastolic 
murmur, the Duroaiez’s murmur, are heard over the femoral artery. 

Lastly, capillary pulsation in the peripheries like the finger tips 
or the lips is looked for. When exaggerated, capillary pulsation is 
seen as alternate flushing and blanching If a glass slide is lightly 
pressed on the lip. This is characteristic of aortic regurgitation. 

Blood pressure. — Blood pressure can be accurately measured by 
a .sphygmomanometer. Several types of instruments are in use, of 
which, the one most commonly used. Is a modiScation of the Kiva 
Bocci’s mercury sphygmomanometer. It consists of a manometer 
graduated in millimeters, a mercury' reservoir, which is connected 
with manometer and a pneumallc rubber bag (12 cm. in width) to 
be tied around the arm. The bag can be inflated by a rubber pump. 
The pressure in the bag is recorded by the column of mercury in 
manometer. 


Fig. 8. JiIeasoTemest ot blvOil pressure. 

Method of use . — Tbe patient should be in a position of comfort 
and ease, lying in bed on bis back, with the arm in comfortable 
■pmsAjon at tne level ol tne lieart. 'liie pneumrfnt krag ks kked IwiiA'y 
around the ana well above the elbow, the bag being on the medial 
side of the arm. The outlet screw of the pump is closed; the fingers 
of the left hand are placed on the radial pulse and the pressure In 
the bag is raised by working the pump with the right hand until the 
radial pulse is no longer palpable. The chestpiece of a stethoscope 
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is now placed on the brachial arterj’ at the cubital fossa and the 
pressure is gradually lowered by loosening the outlet screw of the 
pump. The sounds heard over the artery undergo a series of changes 
in which five stages are recognised with the lowering of pressure. 
The stages atJo: — 

1. Initial loud and clear sounds. 2. Sounds muffled with the 
character of murmur. 3. Loud and clear sounds. 4. Dull sounds. 5. 
Cessation. 

The reading in the manometer is noted at the beginning of the 
first stage, which gives the systolic pressure, and at the beginning 
of the fourth stage, which gives the diastolic pressure. 

Sometimes in the second stage, the sounds disappear completely, 
to reappear in the third stage. This is called the auscultatory gap. 
It most often occurs in high blood pressure. The systolic pressure 
may then be wrongly recorded at the beginning of the third stage 
unless the pressure has been raised sufficiently high to obliterate 
the radial pulse. This error may also be avoided if a preliminary 
observation of the systolic pressure is made by palpation of the 
radial pulse, that is noting the pressure at which the pulse reappears 
after being obliterated by raising the pressure in the bag sufficiently 
high. 

The pressure in healthy people varies with age, sea, physical 
activity, mental excitement etc. A systolic pressure above 150 mm. and 
a diastolic above 60 mm. at any age are regarded as high pressure; 
and a s^’stolic pressure below 90 mm. and diastolic below 50 mm. 
are regarded as low blood pressure. • 

Exercise tolerance test. — In cases of doubtful cardiac efficiency, 
it becomes necessary to study the reaction of the heart to exercise. 

. Obviously it is unnecessary in the presence of symptoms and signs of 
cardiac failure. Two tests are in use. 

1. Simple tests . — (a) Walking briskly up a flight of forty steps. 
(6) Hopping twenty times on the left and twenty times on the right 

. foot, (c) Stepping on and from a stool 18 inches high, twenty 
times. 

2. StrenMOKs test. — ^It consists in lifting heavy weights from 
the floor above the head. 

The pulse is counted Immediately before and after the exercise 
and again after a rest of two minutes. A person with normal cardiac 
reserve feels no discomfort or dyspmea after the exercise. The 
pulse docs not increase more than ken to twenty beats per minute 
and it reaches the previous rate within two minutes of rest. 

Examination of other systems. L Respiratory system. — Swb- 
^jeefive symptoms. — There maj* be: (a) cough and expectoration due 
to (edema of lungs in left ventricular failure, (b) hamoptj^is due 
to pulmonary congestion in mitral stenosis, (c) acute paroxj’smal 
dyspnoea due to early left ventricular failure, (d) acute pain in the 
chest due to pulmonary Infarction. 
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Obicctii-e signs. — Lung and pleura should be examined by 
inspection, palpation, percussion and auscultation for evidences of 
to) {edema at the bases, and (b) hydrothorax. 

II. Alimentary system. — Subjecttue symptoms. — Anorexia, 
flatulence and right hypochondriac pain may be present due to 
passive congestion of liver and gastro-intestinal mucous membrane. 

Objective signs. — The most important examination is for 
evid ence. of .enlargement .of.. liver. In right ventricular failure, the 
liver is enlarged and tender; it is pulsatile also in cases with tri- 
cuspid regurgitation. 

Next is the evidence of ascites which also occurs in right ventri- 
cular failure. 

in. Nervous syslem. Subjective symptoms. — These may occur 
due to deficient cerebral circulation in cardiac failure, such as, 
headache, insomnia, failure of memory, inability to concentrate, 
giddiness or fainting attacks, epileptic fits, confusion, delirium etc. 

Objective signs. — In syphilitic heart disease, neuro-syphilis 
may be eo-existent, so that changes in the Jtnee jerks and pupils are 
.to be particularly looked ..for. In essential hypertension or arterio- 
sclerotic heart disease also, cerebral vascular lesions may co-exist or 
complicate, when hemiplegia is present. 

IV. Urinary system. Subjective symptoms. — (a) Scanty urine due 
to passive congestion of kidneys In right sided failure, (b) Polyuria, 
specially at night, due to nephrosclerosis in hypertension. 

Objective siyns.— Changes in the urine such as albuminuria 
and casts in the urine indicating changes in the kidney secondary to 
heart failure or hypertension, 

V. .^fomtnation of the fundus of the eye. — An electric ophthal- 
moscope is most useful for the purpose. The pupils should be 
Elated before hand with a few drops of solution of homatropine. 

Important findings In heart cases are, — 

(o) Evidence of aTierioscierosis. — The arteries are tortuous and 
shiny, described as having cork-screw, silver wire, or copper wire 
appearance. The veins are compressed where they cross the arteries. 

(b) Hypertensive neuro-retinopathy. — The optic disc Is swollen 
with exudate. The margin is indefinite and cloudy. Hasmorrhages 
may be present. The retina shows patches of white exudate and areas 
of hsmorrhage. At the macula, a star-shaped figure may be seen 
due to white streaks of exudate. 

This is seen in essential hypertension (malignant type) or in 
chronic nephritis. It is of very had prognosis. 

(c) Arteriosclerotic retmopathy. — Besides evidences of arte- 
riosclerosis of the retinal vessels, there are areas of hicmorrhages 
and white patches in the retina, but unlike neuro-retinopathy, the 
optic ui.'C is unaffected. This condition is usually seen in benign 
hjiiertension. (See frontispiece.) 
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Special investigations. — 1. Study of the cardtac silhouette as 
obtained by X'vays . — ^The changes in the different chambers of the 
heart or in the aorta, may alter the outline of the heart in different 
positions in characteristic v?ays, and thus help in the diagnosis. 
Moreover, X-rays provide the most reliable method of determining 
the cardiac size by accurate measurement of different axes. 



Fiff. 7. Oatlmc of heart anJ big Teasels sa «een under X-raj-a. 
S.V'.C^Sapecior vena <a»a. A«e. Ao, — Aaecadiag aorta. 
li.A. night aufli’Je. TJI. — Diameter of tho thorax. P.A.— . 

Pulmonary artery. D-V^Left rcalricle. 

2. Electrccardiography . — ^This is a graphic record of the elec- 
trical changes, which accompany the origin and spread of the 
cardiac impulse through the myocardium during the auricular and 
ventricular systoles. It is of great help in diagnosis of cardiac 
arrhythmias and coronary diseases. (See Appendix A.), 

3. Circulation time . — ^Tbis is estimated to differentiate between 
cardiac and pulmonary dyspnso, and in the diagnosis of left or right 
ventricular failure. 

Am to tottgue circulotton tmcr— This Is estimated by injecting 
either 5 c.c. of 20% solution of DechoUn (sodium dehydrocholate), 
or 6 c.c, of 10% solution of magnesium sulphate quickly through a 
wide bore needle into the ontecubital vein and noting the time 
when the patient can feel a bitter taste (with DechoUn 1, or a hot 
sensation (with magnesium sulphate) in the tongue. Normally, the 
time is on an average 13 seconds. 

Arm to lung circulation time. — ^Tlus is estimated la the same 
way as above by injecting 6 minims of ether in 5 minims of normal 
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saline and noting the time when a smell of ether in the breath is 
felt. Normal average time is 5*7 seconds. This indicates the func- 
tional efficiency of the right ventricle, and the difference between 
this and the arm to tongue time Indicates the effciency of the left 
ventricle. In isolated left ventricular failure arm to tongue circula- 
tion time is prolonged, whereas the arm to lung time is normal. In 
chronic bronchitis, emphysema or asthma without heart-failure, 
circulation time is normal. 
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CHAFTEIR IT 

CIRCULATORY FAILURE 

Circulator^' failure generally means an inadequate supply of 
oxygenatdd Wood to the tissues due to ineEBcient circulation. This 
may arise in two ways, viz., due to an inefficiency of the myocardium 
in pumping out the requisite amount of blood, or due to a reduction 
in the volume of blood in effective circulation- Circulatorj' failure, 
therefore, is of two varieties, — 1- cardiac failure. 2. general vascular 
failure or peripheral failure. 

Cardiac Paievre 

Cardiac failure is an inability of the heart to maintain an 
efficient circulation through the body, either on exertion or at rest. 
This may be manifested In two waj-s. 

1. Failure icith congestion . — The heart is unable to empty it* 
self completely and therefore congestion develops in the auricles 
and the veins behind. 

2. Failure trith ischaemia of the vital orpane and ttssties.~— 
<tt) lachsemia of the brain— Syucopal /oilitre. (b) Ischamla of 
coronary circulation— Anpirtaf failure. 

CONGESTIVE CAROMC FAILURE 

The chief manifestation of this type of failure, namely, passive 
venous congestion behind the failing chamber, is due primarily to 
inability of the ventricles to discharge their contents completely in* 
to the arterial s>-stem. The result is distension of the ventricular 
cavity and an impediment to venous return. Consequently, stasis 
occurs in the auricles and the big veins opening into thorn. A rise 
of venous pressure and passive congestion of organs follow. 

The causes of this congestion or incomplete emptjing of the 
ventricles may be inefficient contraction of the mj'ocardium or 
abnormai increase in the resistance to emptying of the ventricles; 
such as high blood pressure or ii'alvular stenosis. The normal res- 
ponse of a health}' myocardium to an increase of resistance is 
h}'pertropby, which is generally sufficient to overcome the resistance, 
unless it is sudden and severe as in pulmonar}' embolism with acute 
dilatation of the heart. Mere increase of resistance never reaches 
such severity as to lead to heart failure, unless the myocardial 
efficiency is impaired by infection, inflammation, coronary narrow- 
ing or fatigue associated wth rapid ventricular rate. The condition 
of the myocardium is the deciding factor in the onset of heart failure 
irrespective of the burden on it. The inefficiency of the myocardium 
may arise from; — 
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1. Organic diseases, like rheumatic carditis, coronarj’ throm- 
bosis, ischamic fibrosis from coronary atheroma, acute myocarditis 
of infective fevers etc. 

2. Deficient nourishment due to coronary narrowing, severe 
anaemia etc. 

3. Overwork and fatigue due to thyrotoxicosis, paro.xysmaJ 
tachycardia, auricular fibrillation, prolonged hypertension, etc. 

Presence of an increased resistance may however hasten or 
aggravate the failure and determine which ventricle will fall first or 
predominantly. 

Congestive cardiac failure may be (a) left ventricular, (6) right 
ventricular, and (c) mixed. 

Left ventricular failure. ComniOM causes. — (a) Hypertension, 
(b) Coronary disease, (c) Aortic regurgitation or stenosis, (d) 
Thyrotoxicosis. 

Effects. — (o) Left ventricular and left auricular dilatation (b) 
congestion of pulmonary circulation, at first during exertion, later 
at rest, (c) Dilatation of pulmonary artery and pulmonary conus 
of the right ventricle, (d) Increased work for the right ventricle 
which in its turn fails sooner or later. 



y'ig. 9. The effect of rijjlil iratricuUr nnd left ventricolar 
failure. In right 'tontnniiar failure, coogestiou and bnekprcf. 
^ure affect the right aoricle, sup..>e<UL mva, inf, vena cava, 
tho liver and the systeioic veuts; in left ventricular failure, the 
left auricle luul the lungs are sunilariy affected. B.V. — Right 
ventricle. L.V. — I.cft ventriele. auricle. LJt. — 

Left auricle. P.A.-.J'nlmoiiarjr aiferj-, P.V.— Pulmonary 

vein. A. — .\orta. S.VXL— Superior vena eava. I.V.C.— Ic- 
frrior vena earn. 
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Signs and symptoms. — 1. Dyspncea on exertion. 2. Cardiac 
asthma. 3. Apex beat shifted downwards and outwards. 4. A soft 
systolic murmur at the apex may appear. 5. Moist sounds at the lung 
bases, 6. Absence of signs of systemic venous congestion vis.j 
engorged,neck veins, enlarged and tender liver or dependent cedema. 
'7. Gallop rhythm at the apex may be present in severe cases. 8. 
Pulmonary second sound is accentuated. D. Pulsus altcrnans may 
be present. 10. Left sided bydrothorax. 11. Prolongation of arm 
to tongue circulation time, while arm to lung time remains normal. 

Right ventricular failure. Causes. — ^1. Mitral stenosis. 2. 
Secondary to left ventricular failure. 3. Pulmonary diseases like 
emphysema, asthma, chronic bronchitis, fibrosis etc. 4. Congenital 
pulmonary stenosis. 

The myocardial changes of rheumatic infection which accom- 
pany mitral stenosis, the associated coronary changes accompanying 
causes of left ventricular failure and the anoxemia accompanying 
the chronic pulmonary diseases, affect the ventricular myocardium 
primarily; the increased strain imposed on the right ventricle in the 
above conditions, precipitates its failure. 

jEfjyects.— -Right ventricular and auricular dilatation and conges- 
tion in the superior and inferior vena cave, the former leads to 
engorgement in the neck veins, and the latter to a venous stasis in 
the hepatic veins with consequent passive venous congestion of the 
liver. The general increase of venous pressure in the systemic, as well 
as the portal circulation occuVs. In the dependent parts of the body, 
gravity adds to the venous stasis and eedema results. 

Signs and symptoms.— 1. Dyspnaa on exertion or at rest also 
occurs in right ventricular failure, as most of the causes leading to it 
produce pulmonary congestion as well. Sometimes however, the 
dyspncea may actually diminish when the right ventricle fails as In 
some cases of left ventricular failure; the cardiac asthma of earlier 
stages disappears when venous congestion and cedema develop due to 
right ventricular failure. 

2. Cyanosis, due to venous stasis. 

3. Enlargement of the heart more in its transverse diameter 
than in the long axis. Both the right border and the left border in 
the third space move outwards. 

4. Engorged neck veins, which may pulsate. 

5. Enlarged, tender, and sometimes pulsatile liver. 

6. Pitting cedema of dependent parts. 

7. Arrhythmia, specially' auricular fibrillation is common. 

8. A gallop rhythm near the lower end of the sternum in severe 
cases. 

9. Ascites and in severe cases a hydrothorax, usually right- 
sided. 

10. Prolongation of both arm to tongue and arm to lung circu- 
lation time. 
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Diaj^nosw.— In the early stages, a definite limitation of tole- 
rance to exercise and signs of organie heart disease, either clinical 
or electrocardiographic, are sufficient for diagnosis. Later, when 
congestion develops, a combination of cervical venous engorgement 
and enlarged and tender liver, or of dj^pncea and pulmonary cedema, 
associated with signs of organic heart disease and cardiac enlarge- 
ment, would be diagnostic. A patient with cedema of dependent parts 
must have his neck veins engorged and liver enlarged and tender, 
if cedema is of cardiac origin. (See also the differential diagnosis of 
(edema, in Part ni)- 

Effort sjTidrome or ncurocirculatory asthenia must be distin- 
guished by absence of cardiac signs, and relation of the dj’spncea 
more to emotion than effort. 

CoHrse and prognosis . — ^The immediate prognosis depends on 
the degree of failure as judged by the severity of reduction of 
cardiac resen’e, the degree of venous engorgement and severity of 
(Edema. Death in the first attack is rare. Sufficient Improvement 
with disappearance of venous engorgement usually results on treat- 
ment. The ultimate prognosis, however, depends on the cause of 
failure. If the organie change in the myocardium and its cause are 
recoverable, then prognosis is good, otherwise the expectation of 
life must be limited. 

Secondary infections may terminate life at any stage of chronic 
congestive failure. * 

rreafmenf.— The general principles of treatment are 

1. Rest to the myocardium by: (o) physical and mental rest 
if necessarj- with sedatives, (b) reaction of ventricular rate with 
digitalis and allied drugs, (c) reduction of strain on the heart as 
far as possible, such as by reduction of high blood pressure, removal 
of (edema, reduction of venous engorgement by venesection and 
reduction of overweight in obesity. 

2. Supply of odeijuole nowrishtnent and oiygeti to the myo- 
cardium by: (o) oxygen inhalation, (b) improvement of coronarj- 
blood flow, when coronary arteries are narrow, by theophyllin- 
ethylene-diamine (Aminophylline), (c) correction of ansmia, (d) 
glucose by mouth or intravenously. 

3. Symptomatic relief. 

The patient is put to absolute bed-rest in a propped up 
position, which gives him comfort. General hygienic measures are 
taken, such as cleansing the mouth, sponging, attention to skin at 
pressure points to prevent bedsore by robbing regularly with spirit, 
drying and powdering etc. 

Oxygen inhalation preferably by a mash, or by a nasal 

catheter at the rate of 120 bubbles per minute is given continuously. 

Digitalis should be given in either of the three forms, — (a) 
powdered leaf, (6) tincture of digitalis and (c) Digoxin (a glusoside 
Isolated from ^gitalis lanata). Wth the former two, full thera- 
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peutic effect is slow, because it requires accumulation in the body 
of a certain minimum amount. As the excretion is slower than 
absorption, small doses given over several days, cause sufficient 
concentration. In mild cases, tincture digitalis 20 minims (equiva- 
lent to 2 grains of powdered leaf) every 6 hours is given until the 
desired effect is obtained, which is usual in three to four days. Then 
a maintenance dose of 20 to 30 minims is given daily to replace the 
daily excretion. Large doses may be given at once to have imme- 
diate full effect, but this is unsafe because of gastric Irritation and 
individual susceptibility unless the patient is under constant control 
and supervision. An Initial dose of one and a half drachm of tinc- 
ture digitalis is given; six hours later, if there is no slowing of 
pulse, another dose of one drachm is given, and a further dose of 
half drachm sue hours later, if there be no slowing still. If, how- 
ever, slowing of pulse is seen, 15 to 20 minims is giv'en every six 
hours until the desired effect (l.e., the pulso rate falling to 60 to 
70 per minute) is attained, or until toxic symptoms appear. 

Digoxin given by mouth acts much more quickly than digitalis. 
A dose of 1 to 1'5 mgm is given every 6 hours until the desired effect 
is produced. For maintenance of effect. 0’25 mgm twice a day is 
aufhcient. 

During digitalis administration, constant watch should be 
kept on ventricular rate for abnormal slowing or appearance of 
extra-systoles, when the drug should be stopped. Nausea, vomiting, 
headache etc., are mild toxic symptoms which may also require 
discontinuance of the drug. 

Symptomatic treatvient.— Severe fc«o«s engorgement and 
hepatic congestion require venesection and 6 to 3 ounces of blood- 
letting or application of 6 to 12 leeches over the right hypochon- 
driura. 

Paroxysmal nocturnal dyspnoea or cardiac nsf/i»ia requires seda- 
tives. In mild cases, codeine phosphate gr. with phenobarbitone 
or luminal gr. i may be given. In severe cases, morphine sulphate 
gr, ^ to should be given subcutaneously. If irdema of lungs is 
present, atropine sulphate gr. 1/100 should also be given to counteract 
the respiratory depression of morphine. 

Cyanosis should be treated with oxygen inhalation. 

(Edema. — Keduction of fluids and sodium salts. Saline purga- 
tives to ensure one fluid motion a day. Diuretics arc given either 
as diwetin gt. 10 or in severe and otetittate eases, memmai 

diuretics, with proper precautions to exclude impairment of renal 
function. After a preliminary course of ammonium chloride gr. 20 
t.d.s., for two daj's, 1 c,c. of mcrsalyl (Salyrgan) is given intra- 
muscularly to test for Idiosyncrasy. If this is absent, 2 c.c. intra- 
muscularly is given. 

Insotnuia. — Barbiturates, bromides and chloral hydrate, morphine 
etc., can be used. ' 
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Diet. — ^In the stage of congestion simple easily digestible food 
in small amounts at a time, should be given, such as milk, 
biscuits, bread and butter, fruit juice etc. A total of 800 to 1,000 
calories in 24 hours is sufficient. Wth Improvement, diet Is gradually 
increased, but overfeeding and bulky meals must be avoided. Total 
Ouids should not exceed 40 ounces in twcntifour hours. 

General management. — The patient should be kept in bed until 
all the signs of congestion have disappeared. Then after allowing 
sufficient time for recover^' of cardiac reserve, walking exercise 
within the limit of cardiac tolerance should gradually be allowed. 

SYNCOPAL FAILURE 

Syncope is a temporary loss of consciousness due to cerebral 
anxmia. This may he of vascular or car«hac origin as we have stated 
before. (See page 9). 

Cardiac syncope, that is. when the cerebral anamia is directly 
due to inadequate action of the heart, is seen in: — 

1. Heart-block — (a) when the ventricular rate falls below 20 
per minute in complete block; 

(b) when temporarj' cardiac arrest occurs In complete or In- 
complete block. 

2. Rapid ventricular rale, (abo%'e 230 per minute) with ex- 
tremely short diastole and weak* contractions, reducing the cardiac 
output, as in (a) some cases of auricular flutter uith rapid ventri- 
cular rate, (b) paroxysmal tachycardia. 

3. Ventricular fibrillation, causing sudden s^mcopal death due 
to absence of proper ventricular 3}*stole. 

4. Aortic valvular disease — more commonly in stenosis than 
regurgitation; syncope frequently occurs on exertion. 

5. Coronary disease nritfa thrombosis or in anginal attacks. 
(The syncope in many of these cases is due to vasovagal attack). 

Adams’Stokea syndrome. — It consists of attacks of syncope 
with epileptiform convulsion, due to abnormally long pauses between 
ventricular beats, as in cases of heart-block W’hen the ventricular rate 
falls below twenty per minute, or when temporary cardiac stand-still 
occurs. Sudden loss of consciousness without warning, twitching of 
the face and upper limbs, pallor, and absence of ventricular beats or 
presence of a very slow' ventricular rate are the features of this 
Si'ndrome. 

Cardiac syncope is to be distinguished from: — 

(a) Epilepsy. — by the absence of aura, tongue biting and in- 
continence of fsces and urine in the fonner and unchanged pulse in 
the latter. 

(b> Vasovagal syncope. — ^by absence of sweating and vomiting 
and by the presence of heart-block or other organic cardiac defects 
between attacks. Organic heart disease, however, may be compli- 
cated with vasovagal syncope. 
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(c) Cerebral arteriosclerosis and hypertensive encephalopathy — 
by the presence of pallor and alow pulse and absence of headache, 
parassthesia, aphasia, paresis etc., or hypertensive pulse. 

ANGINAL FAILtmS 

When the supply of oxygenated blood to the myocardium 
through the coronary arteries is inadequate, either at rest or in 
exercise, a characteristic type of prsecor^al pain or distress and a 
sense of strangling occurs, lliis subject will be discussed later on 
under angina pactoris. (See Chapter VI). 

GENERAL VASCULAR FAILURE OR PERIPHERAL FAILDRU 

A failure of peripheral circulation occurs due -to a serious 
diminution of the volume of blood in effective circulation. This may 
result in three waj'S, — 

1. Severe internal or external haemorrhage. 

2. Loss of fluid from the body by vomiting, purging etc. or by 
increased exudation from capillaries into the tissues, as in injuries, 
hums etc., (surgical shock}. 

3. Stagnation in the widespread capillary nehvork, due to dila- 
tation, either from (a) action of toxins, as in InfecUve fevers like 
pneumonia, diphtheria etc., or from <b) nervous influence, as in 
vasodilatation of vasovagal syncope, or of primary shock. 

In the first two circumstances, the anoxiemia from diminished 
blood-volume also leads to capillary damage and dilatation, and 
peripheral stagnation. The result is a fall of blood pressure, cold- 
ness and cyanosis of the skin specially at the periphery, diminished 
venous return to the heart, f^I of cardiac output, compensatory 
tachycardia, a low volume and tension of the pulse and cerebral 
(uixmia. 

Treatme7it. — ^1. Increased venous return to the heart should be 
helped by (a) raising the foot end of the bed, and (6) bandaging 
the limbs. 

2. Restoration of blood volume by: (a) replacement of lost fluid 
and salts in cases of dehj'dration, (b) blood transfusion in hsmorrh- 
age, (c) plasma or serum transfusion, specially in injuries, bums 
etc. 

3. Peripheral circulatory stimulants . — (a) Adrenaline 4 c-c- 
to 1-c.c. of 1 in 1,000 solution subcutaneously. The effect is short 
lasting. Repeated injections may be necessary, (b) Suprarenal 
cortical extract improves the peripheral circulation with more lasting 
effect. Eucortone 10 to 20 c.c. or Percorten 5 mgm. may be given 
intramuscularly, (c) Cardiazol 1 c.c, subcutaneously, (d) Coramine 
2 c.c. intramuscularly, '(e) Warmth by hot water bottles, blankets 
and electric cradles. 
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CHAPTER ni 

RHEUilATIC HEART DISEASE 

It is estimated that rheumatic infection is responsible for nearly 
forty per cent of all heart diseases, and for more than ninety per 
cent of all heart diseases below the age of thirty years. Formerly, 
the cardiac manifestations were regarded os complications in the 
course of acute rheumatic fever- It is now recognised that in 
rheumatic infection the essential features are 1. Acute non-suppu* 
rative arthritis nnth fever, 2. Carditis, 3. Chorea, 4. Subcutaneous 
nodules. In any particular case, these manifestations may be pre- 
sent in varying degrees and combinations. One or the other may 
be tnost prominent either simultaneously or at different periods. 

Aetiology. — Rheumatic infection is essentially a disease of 
childhood and adolescence. Age limits are 2 to 25 years, with 
ma.ximum incidence in the 7th. and 8tb. years. It is said to be more 
common in female children than in males. In our experience, how- 
ever, male children ate more affected. A familial incidence Is 
noticed in almost fifty per cent of the cases. 

Predisposing causes.— 1. Unhygienic conditions like ill ventila- 
tion, overcrowding, dampness etc. 

2. Alalnutritlon, specially vitamin deficiency. 

3. Nervous excitability. 

4. Focal sepsis, specially of the upper respiratory tracts. 

causes . — No specific Infective agent has yet been defi- 
nitely found. The lesions have been considered to be due to 1. 
Streptococcal infection. 2. Bacterial toxins, 3. Ftlterabie virus infec- 
tion, 4. Allergic reaction to a focal streptococal (^-hsmolyticus) 
infection or to an infection of a non-specific character. 

Whatever may be the cause, a relation to some infection specially 
of the upper respiratory tract is constantly found. The mode of 
infection is by droplet Inhalation. 

Some authorities prefer to call the condition rfieumaitc slaie, 
in which there are two principal components. 1. Nervous excita- 
bility and 2. Infection. 'Hie former is manifested in chorea and the 
latter in acute inflammatory lesions of the joints or in acute or sub- 
acute lesions of the heart. These may be present in a particular 
case in varying degrees. 

Pathology. — The disease affects the connective tissues of the 
body. Two types of lesions arc s«a, exudative and proliferative. 
The former is seen as effusions in joints and serous sacs specially 
the pericardium. The latter Is seen as small submiliary nodules 
called the Aschoff's nodes. These constitute the essential specific 
lesions of rheumatic disease. 
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The Aschoff's nodes develop in connection with small vessels 
and are seen best in the myocardium. They consist of a central area 
of collagenous necrosis surrounded by a number of large mononuclear 
cells with large vesicular nucleus. A few multinuclear cells with 
two or more' nuclei resembling the Hodgkin giant cells are also seen. 
In the periphery, plasma cells and lymphocj’tes also collect. Varj'ing 
degrees of fibroblastic reaction are seen and in prolonged cases there 
is considerable fibrosis. 

Morbid changes are chiefly found in the heart and the joints. 

Heart . — All the structures may be affected (eardifw), but the 
severity may be more in one than the other. 

Endocardium . — A valvular endocarditis occurs, affecting in order 
of frequency the mitral, aortic and very rarely the tricuspid and 
pulmonary valves. In the acute stage, a row of sessile bead-Ukc 
vegetations are seen along the line of contact of the cusps during 
closure. The vegetations consist of conglomerated blood platelets 
and leucocytes enmeshed in fibrin. These may organise and cause 
scarring of the valves leading to deformity and shortening of the 
cusps, shortening and thickening of the chords tending and hence 
incompetence of the valves during closure. Adhesions between cusps 
and contraction may lead to stenosis. These changes are specially 
liable to occur in prolonged subacute or relapsing cases. A mild 
attack, however, leaves no traces or only slight scarring of the valve.s 
specially the mitral, which does not Interfere with the functional 
cfliciency. 

Mitral valves arc said to be affected in all cases of rheumatic 
infection, but permanent changes ranging from slight thickening of 
the cusps to advanced stenosis may or may not be left. 

afj/ocardtum. — In the acute stage, myocarditis witli scattered 
Aschoff’s nodes and cloudy swelling of the muscle fibres occurs. 
Later on slight fibrosis may be left, but myocardial inefficiency may 
develop at any stage and may not be associatod unth any marked 
demonstrable pathological chjmges. 

Pericardium . — Fibrinous or serofibrinous pericarditis may occur. 
Localised fibrosis or adhesions may be found later in the pericar* 
dium as milk spots. Sometimes, extensive adhesions between the 
two lay’crs of the pericardium and the mediastinal structures, chest- 
wall, diaphragm and pleura may develop. This mediasUno-peri- 
carditis or chrtynic adhesive pericarditis may lead to overwerit and 
enlargement of the heart. A chronic constrictive pericarditis may 
also occur, in which there is complete obliteration of the pericardial 
sac by contracting fibrous tissue with occasional calcification. In 
such cases, the orifices of the superior or inferior vena cava: -are 
obstructed and there is general compression ’on the heart. 

Joints . — ^A serous effusion in the large joints may develop. It 
never suppurates and leaves no permanent deformity. 
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OfJier lesions. — Occasionally, a serous pleural cffsion may 
occur; and a peculiar hsmorrhagic consolidation of the lun^ has been 
described as rheumatic pneumonia. 

Clinical manifestations. — ^This may be acute, subacute and 
chronic. 

Acute . — It is usually seen as acute rheumatic fever with abrupt 
onset of fever with sorethroat, and pain and swelling in one or more 
joints, such as the knees, ankles, wrists, elbows, shoulders or hip 
joints, which are usually involved in succession. There is profuse 
acid sweat. Fever runs an irregular remittent course and leucocy- 
tosis is usual. 

The cardiac involvement is manifested by carditis. The pulse 
is rapid, out of proportion to the temperature. The apical impulse 
moves outwards. A sj'stolic murmur may appear at the apex and 
the first sound may be muRled. Cardiac irregularities may appear. 
Signs of congestive failure may develop in severe cases. A peri- 
cardial friction rub or signs of pericardial effusion may develop. 



Kig. ■*. ItJifuinatv: noilnlcw. 

This acute type is seen mostly In adults and the affection is 
more in the joints than in the heart. The joint manifestations and 
fever may subside, but the infection may persist as a subacute affec- 
tion of the heart with progressive and permanent damage to its 
structures. 

Subaaite . — This is mostly seen in children. Onset is insidious. 
Fever and joint pains »arD slight or even absent. Malaise with or 
without muscular and joint soreness or ’growing pains’ and chronic 
sorethroat are present. Amemla and Joss of weight are usual but 
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may not be sufGcicnt to attract immediate attention. The child may 
not be sufficiently ill to prevent seboot-soing. Rheumatic nodules (see 
page 13) may be detected on examination. In some children, chorea 
may occur. 

Progressive changes in the heart may proceed for months or 
>’ear3 without much outward manifestations of infection until 
symptoms of cardiac failure appear to call for a detailed examina- 
tion of the child. This may reveal an enlarged heart with or with- 
out a recognisable valvular defect depending on the duration of the 
disease. A clear history of arthritis is absent in such cases. The 
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Chronic . — This is seen mostly as chronic valvular diseases and 
chronic pericardial changes wdth or without cardiac failure, and 
cardiac, irregularities, S>Tnptoi»s are .absent unless cardiac failure 
or some other complications are present. 

Valve defects . — These are commonly mitral stenosis and”‘jre- 
gurgitation, aortic regurgitation, and aortic, stenosis. 

Mitral, disease is more constant and aortic lesions are usually 
combined with it, Rarely aortic lesions are found alone. 

Mitral stenosis. — ^It develops as a result of progressive or. 
repeated affection of the mitral valves. It takes on an average two 
years from the onset, for obvious stenosis to develop. .Sometimes 
the changes in the valve do not progress beyond "shortening and. 
thickening. This along .with shortening of the chord® tendln®, 
causes mitral regurgitation, but there is no stenosis of the mitral 
orifice. 

•Sijm of mitral «tcnosis..~l. Presj'stolic murmur (see page 23) 
and thrill in the mitral area. 2, Short and sharp first sound. 3. Slap- 
ping apical impulse. 4. Accentuation of the pulmonary second sound. 
S. A systolic murmur of mitral regurgitation may be associated. 
Enlargement of the pulmonary conus as seen by X-rays. (Fig. 10), 

Aortic regurgitation. Signs. — 1. Ts'pical aortic diastolic murmur 
with conduction downwards along the left border of the sternum! (See 
page 24).- 2. Heaving npical.impulse with shifting of the ape.'? down- 
wards and • outwards.'. 3. .Water-hammer pulse. 4. Exaggerated 
carotid pulsation., S, .Capillar^’, pulsation.^ .6. Duroziez's (diastolic) 
murmur over tKe femoral, artery. , 

..Aortic stenosis.. Signs. — 1. Rough and loud aortic systotic 
mhrmur conducted into the neck. 2. S>'Stolic thrill in the aortic 
area. 3, Left ventricular hypertrophy (Apex beat shifted down- 
wards, heaving impulse and prolonged booming first sound). 4. 
Typical pulse (slowly rising sustained hypertensive pulse often with 
anacrotism). 

The aortic lesions are. generally associated with mitral stenosis 
and its signs. 

V Wh,en aortic .stenosis and regurgitation are both combined, the 
pulse may not be t>pical of either condition, but inclines more to- 
wards the more prominent lesion. 

, Pericardial changes.— Sometimes, chronic rheumatic disease is 
seen as chronic mediastino-pericardifis or rarely constrictive peri- 
carditis.., Symptoms are those of cardiac failure or venous obstruc- 
tion. 

Sipjox. — J, Systolic xetjaeiJon xtf the 
prfflcordium and the' lower intercostal spaces in the lateral or poste- 
rioi; ^chest wall (BroadbenPs riyn). 2. Fixed apical impulse; not 
moving with change pf position (specially seen under the X-ray _ 
screen)., 3. Cardiac enlargement and failure. 4. Pulsus paradoxus. 

5. Venous congestion. ' 
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Chronic constrictive pericarditis fPick's disease). Signs . — 
tEdema of the legs. 2. Ascites. 3- Enlarged liver. 4. Engorged 
neck, veins (without pulsation). 5. Dj'spncea may be slight or 
absent. 6. Heart size is normal and no evidence of \’a!vular disease 
is present. 7. X-ray shows thickening of the pericardium and some- 
times streaks of calcification. 

For detailed signs see under chronic ^ricardltis (Chapter VIII). 

Course, prognosis and complications. — Acute attack is rarely 
fatal. Prognosis depends on the degree of cardiac involvement, 
w'hich bears no relation to the severity of fever or joint affections. 
The longer the attack, the more is the cardiac d.'imagc. Relapses are 
very frequent and younger the age. greater is the liability of relapse. 
With each relapse, more cardiac damage occurs. Even in the absence 
of more prominent clinical the heart may not be free 

from active disease. 

In subacute cases, heart damage may proceed unsuspected. At 
any stage, the prognosis depends on the degree of cardiac reserve 
and on the persistence of active infection or the chances of its 
relapse. 

The possibility of permanent cardiac damage developing in 
rheumatic fever Is very great and so also in subacute cases'and in 
chorea. 

In chronic rheumatic heart disease, the prognosis depends again 
on the exercise tolerance, size of the heart and chances of relapse. 
In all chronic valvular diseases, signs of failure and signs of activity 
of the infection should be looked for. In the presence of these the out- 
look is gloomy. In their absence, the chances of relapse should be 
considered. Younger age and i>ersistence of the predisposing causes 
render the patient liable to relapses. 

In cases with valvular disease alone without any failure or 
signs of activity of the disease, the prognosis is better in mitral than 
in aortic disease. 

Mitral stenosis may be complicated with auricular fibriltation 
which may precipitate failure. 

Subacute bacterial endocarditis is a fatal complication which 
makes the prognosis in all valvular diseases to a certain extent 
uncertain. 

Treatment. — No specific drugs are known, which can eradicate 
rheumatic infection. 

Treatment in acute and subacute cases consists in 1. Rest. 2. 
Hygienic measures. 3. S>Tnptoraatic relief. 

Rest . — Strict bed-re^ is necessary to give rest to the heart. 
Even in cases without any cardiac manifestations, the patient should 
be in bed-rest until all signs of activity of infection have disappeared. 
In cases mth obvious signs of cardiac involvement rest should be 
prolonged sufficiently to enable the heart to recover completely (3 
to 6 months after disappearance of aU signs of activity). 
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General hygienic measures. — ^These should be such measures as 
are necessary for treating any patient in bed for a long time. These 
include oral hygiene, attention to bowels, avoiding bedsores etc. 

Removal from unhygienic home surroundings, proper ventila- 
tion and adequate nourishing diet are also necessary. 

Sytnptomatic relie]. Fever and joint pains. — Sodium salicylate 
acts almost as a specific. It should be given in large doses, 120 to 
240 grains 5n twentyfour hours, at frequent intervals. It should be 
combined with adequate amounts of alkalies to protect the stomach 
from irritation. Salicylates have no action on the heart lesions. 
The affected joints should be kept warm and at rest 

Cardiac failure. — Besides physical and mental rest, attempt 
should be made to lower the pulse rate with digitalis. As these cases 
are acute, intravenous digoxJn or strophanthin is indicated in 
presence of (Sdema. Large doses of glucose by mouth should be 
given. Oxygen inhalation may be necessary. 

During convalescence, the patient should be kept at rest suffi- 
ciently long to ensure complete recovery of the heart. The period 
of rest should extend four to six weeks after all signs of activity of 
Infection have disappeared. In cases, when heart has been obviously 
affected, the rest period should be increased to three to six months. 

Nourishing diet and adequate vitoiains should be givea and 
any ansmia present should be corrected by iron preparations. 

Septic foci, specially grossly infected tonsils should be eradi- 
cated. 

In subacute cases, treatment is mainly rest, symptomatic relief 
and general hygienic measures. 
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CHAPTERIV 

CARDIOVASCULAR SYPHILIS 

Cardiovascular lesions of s^’philis become manifest on an 
average twenty years after the primary iofecUon. Only a small 
number of sy'philitics (10%) develop these lesions. Age incidence is 
above forty years. It may be a decade earlier in some cases in the 
tropics. Females are rarely affected. 

Pathology, — ^The disease starts in the wall of the ascending 
aorta at its origin. There is a chronic inflammation with lymphocytic 
and plasma cell infiltration in the media and adventitia, and endarte- 
ritis obliterans of the vasa vasonira. This is followed by gradual 
degeneration of the elastic tissuer and formation of fibrous tissue with 
consequent thickening and scarring of the aortic wail. Weakness 
from loss of elasicity, leads to stretching and dilatation. The fibrosis 
and scarring also extend into the intima, which loses i its normal 
smoothness. Fibrous thickening at the orifices of the branches of 
the aorta causes narrowing, which is of great importance when the 
coronary openings are Involved. 

Starting from aortitis three important results may follow: 

1. Extension downwards to the aortic orifice and aortic valves 
of the heart. The valve cusps are fibrosed and retracted Into the 
wall of the aorta at their attached margins causing separation of the 
cusps. The destruction of the elastic ring around the aortic orifice 
leads to dilatation and further separation of the cusps at the com- 
missure. Aortic regurffiiation is the result. As the cusps never get 
adherent, stenosis never occurs. 

2. Intimal scarring extending into the sinuses of Valsalva 
causes narroufinff of the corottarj/ ostia. Angina pectoris, coronary 
thrombosis and sudden death are the results. The disease, how- 
ever, does not extend into the coronary arteries. 

3. Extension upwards into the ascending aorta, aortic arch 
or descending aorta, causes dilatation, which may remain localised 
in one portion or may be diffuse. A saccular aneurysm or a /usi- 
form aneurysm may thus be formed. 

Besides these lesions, a gumma may occasionally form in the 
heart muscle. 

Clinical manifestations. — In the earliest stage of aortitis, 
symptoms and signs may be absent. Occasionally, retro-manubrial 
pain or discomfort may be present specially at night. 

When aortic dilatation Is present, the signs are: 

1 . 'Accentuated and ringing aortic second sound. 2. Aortic 
sj-stolic murmur. 3. Widening of the paramanubrial dullness on 
percussion. (This may not be present unless the dilatation is well- 
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marked). 4. X-ray or fluoroscopic evidence of widening of aortic 
shadow. 

In the advanced stages, the manifestations are those of h Aortic 
regurgitation. 2. Coronarj' insufficteRcy. 3. Aneurj'sm of the aorta. 

Aortic regurgitation. St/mptoms. — Except palpitation and 
throbbing in the head .and neck due to forcible cardiac action and 
higli pulse pressure symptoms are generally absent until cardiac 
failure super\'enc3. Patients come with cardiac asthma and 
less commonly with breathlessness on exertion. Some patients 
complain of anginal pain, and others of giddiness or fainting 
specially on exertion. 

Cardiac signs. — (a) Aortic diastolic murmur with 
characteristic propagation (see page 24). Usually, an aortic sj'stolic 
murmur is also present due to dilatation of aorta, giving a to-and- 
fro character. 

(b) Signs of left ventricular enlargement and hypertrophy. 

(c) Apical systolic murmur may be present due to relative 
mitral iregurgitatian. Occasionally, the Austin Flint murmur of 
relative mitral stenosis is presenL 

PeripJicrat signs. — (o) Water-hammer pulse, (b) Exaggerated 
pulsation in the carotids and the peripheral arteries, (c) Capillary 
pulsation, (d) Durozlez'a murmur and systolic pistol shot sound on 
the femoral artery. 

Coronary insufficiency. — This is usually seen as angina of 
effort. Aortic regurgitation is generally present in these cases. 
Coronary thrombosis is rare. 

Aneurysm of aorta. — Aneurysms manifest themselves by certain 
local signs and by pressure effects on the surrounding structures. 

St/mptoms. — Subjective 8>Tnptoms are produced by pressure 
effects on the surrounding structures and due to heart failure 
from associated aortic regurgitation and coronary Insufficiency. 

The common presenting ejinploms are pain, breathlessness, dry r 
cough, hoarseness of voice, h^mopt>'Sls and dysphagia. 

Pain. — This may be due to (i) stretching of the aortic wall — 
a retrosternal oppression, (ii) erosion of bone — a constant gnaw- 
ing pain, and <tii) irritation of nen'e roots — neural^c pain. 

Breathlessness. — It Is due to pressure on the trachea, or from 
associated heart failure. 

Dry cough. — It is due to pressure on the trachea. 

Hoarseness of voice. — It is due to paralysis of the recurrent 
laryngeal nerve, specially of the left-side, in aneurysm of the arch 
of aorta. 

Haemoptysis. — It is due to erosion of the trachea. 

Dysphagia. — ^It is due to pressure on the oesophagus. 

Local signs. 1. Aneurysm of ascending aorta (aneurj'sra of 
signs). 
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(а) Pulsatile swelling, commonly in the second intercostal space 
on the right side of the sternum. The swelling may be tender %vith 
inflammation of the skin over it. 

(б) Sj'stolic thrill and diastolic shock over the swelling on 
palpation. 

(c) Paramanubrial dullness on percussion. 

(d) Systolic murmur over the swelling. 

(e) Systolic and diastolic murmurs in the aortic area, due to 
aortic regurgitation. 

(/) Accentuated ringing aortic second sound. 



2. Aneun/swi of the arch of ike norfo (aneurysm of s>’rQp- 
toms). A pulsatile swelling is generally absent due to deeper posi- 
tion. Pulsation in the suprasternal notch may be seen. tVidening 
of the paramanubrial dullness is iwesent. A downward pull on the 
trachea with each systole is felt if the cricoid cartilage is held 
between the fingers from behind (tracheal tuf/ging). 
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3. In aneurysm of the descending aorta, no local signs are 
present. 

Pressure signs.— Effect of pressure on various structures 
in the mediastinum, (a) rracAca.— Pressure causes breathlessness, 
stridor, hemoptysis (from erosion). 



Fig. 12. .Afieorysm of tlie aortic arcb and descanding aorta 
as seen oodor X-rays. 

(b) Sronchus. — ^Pressure is more commonly on the left 
bronchus by aneurysm of the aortic arcb. Deficient breath sounds 
at the left base and sometimes signs of collapse and bronchiectasis. 

(c) (Esophagus. — Dysphagia, rarely severe enough to catise 
difficulty in swallowing even liquids. 

(d) Left recuTTent laryngeal nerve, — Paralysis of the left vocal 
cord and hoarseness of voice. 

(e) Cervicai sympa(Ae(ic. — In early stage, pressure causes irri- 
tation, producing dilatation of pupil, retraction of upper eye-lid and 
exophthalmos on the same side; later there Is paralysis producing 
contraction of pupil, ptosis and enophthalmos (Homer’s syndrome). 

(/) PTioracic nerve roots. — Pain along intercostal nerves. 
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(0) Superior vena cavo. — ^Piiffiness of the face, engorged neck- 
veins and dilated veins on the chestwail. 

(h) Bones . — Sternum may be eroded. In aneurysm of the des- 
cending aorta, erosion of the vertebral column with local pain, and 
in extreme cases, pressure on the spinal cord causing paraplegia. 

(1) Large arteries nrisinp from the aortic arch . — ^Inequality of 
the pulse on either wrist, being small on the affected side, and in- 
equality of pupils, being dilated on the affected side. 

X-ray ezamination . — A shadow of the same density and continu- 
ous with the shadow of the aorta is seen. Its outline is smooth, 
rounded or conical and shon*3 pulsation under the screen. (See figures 
11 and 12). 

Differential diagnosis. — Syphilitic aortic regurgitation must be 
distinguished from regurgitation of rheumatic and degenerative 
origin. 


Table IV 


1 

Syphilitic. | 

Ebeufflatie. 

Atheromatous 

1. Agt. 

Alwvv 40 years. 1 

Below So years. 

Above SO years. 

2. History of 

Present. ^ 



( 0 ) S}'pll>U9. 


Ml, 

KU. 

(2>) Itheumtic 
infectioa. 

Nil. 1 

Present. 

Kil 

3. Hitral Stenosis, 

Absent. 1 

Usually present. 

Absent. 

4. Aortic Stenosis, j 

Absent. 

May be present. 

1 May be present. 

, (wiUx evidence of 
calcification of 

the aortic valves). 

5. Degree of regurgi- 
tation. 

1 

Moderate. 

Slight 

6. Anenrym o£ 
aorta. 

i ilae be present. ' 

Absent. 

1 Absent. 

7. ^V. E. of blood. 

1 Positive. 

1 Kcgatire. 

Mgative. 


Aneurysm of the aorta must be dlsUnguished from mediastinal 
growths or enlarged glands. The diagnosis depends on the age of the 
patient, history of syphilis, absencd of any wasting, and presence of 
cardiovascular signs^ of associated aortic regurgitation. When local 
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signs, like pulsatile swelling are present diagnosis is confirmed. X-ray 
examination also helps in diagnosis. 

Complications, .^ortte reffurgitation. — Complications are (a) 
heart failure, (6) sudden death, (e) rupture of aortic valves, ,(d) 
sub-acute bacterial endocarditis. 

Aneurysm of the aorta. — Complications are (a) rupture, (6) 
thrombus formation inside the sac and embolism. 

Coronary' thrombosis is a rare complication of syphilitic aortitis, 
and cardiovascular syphilis may be associated with neurosyphilis. 

Prognosis. — When obvious manifestations are present, outlook 
is gloomy. Angina and aneuiy'sm have the worst prognosis, although 
some cases are seen to survive a pretty long time after the mani- 
festations of aneurysm. In individual cases, the prognosis depends 
on the severity of sj'mptoms, degree of cardiac failure and response 
to treatment Average duration of life after diagnosis is three to 
four years. 

Treatment. General treatment . — Rest, both physical and mental 
should be enforced in all cases. All sorts of physical exertion or 
mental excitement should be avoided even in the absence of cardiac 
failure. Moderation in food and drink Is necessary. 

Specific treatment. — Presence of gross cardiac failure, angina 
pectoris or advanced aneurysm contraindicates specific treatment. If 
cardiac failure responds sufSclently well to proper treatment, then 
very cautious specific treatment should be given. 

In early cases, as in aortitis or mild cases of aortic regurgita- 
tion or aneurysm, antisyphilitic treatment may be given cautiously 
to arrest the progress of the disease. 

Arsenical preparations should not be given first owing to a 
danger of sudden increase of the infiammatory reaction around the 
coronaries causing sudden death {Jarisch-Herxheimer reaefioH). A 
preliminary course of potassium iodide gr. 15 to 30 td.s. by mouth 
and bismuth injections weekly for twelve weeks (dose O'l gm. for 
four injections and 0’2 gm. for eight injections) should be given. This 
is followed by a course of sulpbarsphenamine injections starting 
from OT gm, and increasing to a maximxim of 0‘4 gm. by weekly 
intramuscular injections for twelve weeks. The course of bismuth 
and arsenic injections should be repeated after three months’ interval, 
and then at six months’ Interval for the rest of the patient’s life for 
a permanent arrest. 

The usual precautions against toxic complications of bismuth 
and arsenic should be taken. The mouth should be kept clean and 
regular examination of urine should be done for the presence of 
albumin and casts. 
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CHAPTER V 

HYPEKTENSION AND HYPERTENSIVE CARDIOVASCULAR 
DISEASE 

An increase in both the systolic and diastolic pressure above 
the normal maximum limits (systolic 150 mm. and diastolic 90 
mm.) is hypertension. Increase of systolic pressure alone is not 
true hypertension and may occur temporarily in emotional excite- 
ment, physical exertion or after meals, thyrotoxicosis, complete 
heart-block and severe arteriosclerosis (due to loss of elasticity of 
the vessels). 

Causes of true hypertension are — 1. Essential hypertension or 
constitutional hypertension (Hyperpiesia of AUbutt). 

2. Kidney diseases. — (a) Acute, subacute and chronic diffuse 
glomerulonephritis, vb) Polycystic kidneys, (c) Chronic urinary 
obstruction. <d) Bilateral pyelonephritis or hydronephrosis. 

3. Toxic causes. — (a) Eclampsia and pre-eclamptic to.xsmia. 
(b) Lead poisoning. 

4. Endocrine disturbances. — (a) Pituitary basophil adenoma 
(Cushing’s syndrome), (b) Suprarenal tumours — «) pheochromo- 
cytoma (Paroxysmal hj'pertension), (ii) Cortical adenoma. (c> 
Ovarian dysfunction (climacteric hypertension). 

6. Central nervous cai«c«.— (o) Increased intracranial tension, 
(b) Midbrain and brain stem lesions, as in bulbar poliomyelitis. 

6. Coarctation of the aorta. — (Hypertension only in the upper 
extremities). . 

Except essential hypertension and nephritis, hypertension due 
to other causes is much less common. 

Prolonged hiTJertension, from whatever cause it may be, has 
the same injurious effects on the heart and the blood vessels. In 
speaking of hj'pertensive cardiovascular disease, essential hyperten- 
sion is generally referred to. This term was orginally used to dis- 
tinguish cases of hypertension not of nephritic origin. 


ESSENTIAL JITPERTENSION 

Aetiology. Age. — Persons above forty years are commonly 

affected. 

Sex. — Both sexes are equally liable. 
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Race and nationality. — No restriction is seen. It is said to be 
less common amongst the Chinese and African Negroes. Although 
It has been said to be less common in the tropics, It is by no means 
BO in our experience. 

Occupation. — Although no occupation is exempt, it is more 
commonly found in the higher strata of society and in persons 
engaged in intellectual work rather than 5n physical exertion. 

Heredity. — Hereditary and familial incidence is very common. It 
is believed that a particular inherited constitutional peculiarity acts 
as the main predisposing factor. 

Constitutional and physical habitus. — hfost hypertensives have 
the sthenic type of constitutional habitus, and hypertension is more 
common in obese than in thin people. 

Diabetes and gout. — ^The association of hypertension with either 
or both of these In the same person or in different members of the 
same family is quite common. It is possible that the same inherited 
constitutional type predisposes to ob«ity, gout, diabetes and hyper- 
tension. 

' Certain other factors, which from time to time have been regard* 

* ed as the cause of hypertension, act aa aggravating or precipitating 
agents in the presence of the constitutional predispoaitlott. These 
arc (a) emotional disturbances, worries and anxieties, overu'ork and 
insufficient sleep, (b) habitual overeating, and (e) excessive 
smoking. 

Pathogenesis. — There is evidence to show that the raised arterial 
tension in essential hypertension is due to arteriolar constriction. 
The constriction, however, is not sufficiently' severe to reduce the 
amount of blood flow through the skin or the organs, except perhaps 
through the kidneys. On the other hand, the amount of blood flow 
through various organs and tissues Is maintained within normal 
limits. The constriction may be organic, nervous or chemical In 
origin. The evidences so far avaiiable suggest that it is neither 
organic, nor nervous, but is due to chemical factors. None of the 
known chemical pressor substances has an effect on the skin and 
renal blood flow similar to that seen in essential hypertension. A 
substance present in extracts from kidneys (specially Ischiemic 
kidneys), however, produces an effect on renal blood flow 
identical to that seen in essential hypertension. This substance 
is called renin. Its role in essential hypertension is however still 
uncertain. 

Pathology. — ^The underlying pathology of hypertension, like its 
cause is unknown. Probably, it begins primarily as a functional 
spasm of the arterioles an<l leads to pathological changes which 
but natural consequences of prolong^ hypertension of any origin. 
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The main changes are seen in the heart and the bloodvessels of the 
various organs such as the kidneys, brain and the heart. 

Heart . — ^The first effect on the heart is a hj'pertrophy of the left 
ventricular musculature. The individual muscle fibres increase in 
size, but there is no increase in number. The left ventricular cavity 
is not enlarged, so that compared with the thickness of the wall the 
cavity appears small (so-called concentric hypertrophy). There is 
inerfease in the weight of the heart (normal being 200 to 300 gms.) 
and in the thickness of the left ventricular wall (normal being 12 to 
15 mm.). 
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longed strain, there is enlai^ment of the left ventricular cavity. 
The mitral ring also enlarges with left ventricular dilatation causing 
relative mitral regurgitation. The dilatation is shown by increase 
in size and capacity of the left ventricle. 

The left ventricular failure and relative mitral regurgitation 
lead to pulmonary congestion and increased work for the right 
ventricle. Ultimately, right ventricle also enlarges and failure with 
congestion in the systemic veins develops. The heart shows an 
enlargement in all the diameters. 

Blood vessels . — ^The following typM of changes are seen in blood 
vessels. 

^fhcromff. — ^This is seen in the large elastic arteries like the 
aorta and its large branches, and in the small and medium sized 
arteries of the organs, specially the coronary and the cerebral arte» 
lies. The heaped up fatty and cholesterol deposit in the subendo- 
thelial layer of the intima, which In large arteries, as the aorta, is 
not of much significance, produces serious narrowing of the lumen 
in the coronaries and the cerebral vessels. Ischasmic degeneration 
in the myocardium or softening in the cerebral substance may result. 
More Important still is the development of thrombosis in these 
vessels, which produces dramatic clinical manifestations. 

Associated degenerative changes in the media with consequent 
loss of elasticity, lead to stretching and elongation, as in the aorta 
and render the cerebral arteries liable to rupture, specially when 
there is loss of support from surrounding iscbamic softening or 
when there la a sudden rise of blood pressure. 

Although atheroma is more common and severe in cases of 
hypertension, it can occur without it. 

Diffuse hyperplastic sclerosis . — This change is much more closely 
related toTijTertensIon than atheroma, as it is seldom encountered 
in the absence of hypertension and is constantly found in hyperten* 
Sion of some duration. It affects mainly the arterioles and is there- 
fore called arleriolosclcrosis. All the arterioles are not equally 
affected. Those of the kidneys are most constantly affected and those 
of the spleen, pancreas and brain to much less an extent. 

There is InTTerplasia of the internal elastic lamina, which te- 
comes reduplicated, Subendotbellal proliferation and hyaline 
deposition cause gradual obliteration of the lumen. Some fibrosis 
in the media occurs following a hjiierplasia of the muscular 
tissue. 

Kulneys . — In the kidneys, the interlobular and the afferent glt^ 
merular arterioles are affected. Their obliteration leads to atrophy and 
hyaline degeneration, of the glomerulus, atrophy of the correspond- 
ing tubules and subsequent replacement of the degenerated elements 
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by fibrous tissue. This in turn contracts and produces depressions 
on the surface, giving rise to the appearance of granular contracted 
kidneys, also knomi as arteriolosclerotic kidney or primary contract- 
ed kidney (chronic interstitial nephritis of older writers). 

In one variety of hypertension, the vascular changes are of a 
more severe and acute character. These cases are described as 
malignant hypertension in contradistinction to the more slowly pro- 
gressive type of benign hypertension, which produces the changes 
described above. In malignant hypertension, the arterioles show a 
necrotising arteriolitis with deposit of a necrotic granular mass in 
the media and iotima, reducing or occluding the lumen. These 
changes are mostly seen in the kidncj’S, leading to rapid renal failure. 
The kidneys may show varying degrees of granular change depend- 
ing on the duration of hypertension and degree of arteriolosclerosis; 
but they are generally uncontracted and hamorrhagic spots on the 
surface may produce a 'fleabitten’ appearance. 

Symptoms and signs. — FTom the pathology, it will be evident 
that the clinical manifestations of hypertension will be cither cardiac 
failure, coronary insufficiency, cetrtrad vascular lesions or renal 
failure. AT the pathological effectTare not uniform in all cases, the 
signs and symptoms ndll also be diverse. Often, a case of hyperten' 
Sion has no symptoms In the early stages; the blood pressure is 
detected in the course of routine examination, and symptoms appear 
after the patient has been apprised of it. Symptoms may be classi- 
fied under the folloudag heaffiogs. Any one of these groups may 
mark the onset. 

yer cott a., aymp tonvs- — Headache, gi ddiness , weakness, insomnia, 
tinnitus, lack^f concentration, men tal irri tability, failure of memory 
or psychological' disturbances may occur' "due to cerebral arterial 
ch^’ges. Transjent_cerebral symptoms as coma, p aresis, aphasia, 
a mauros is, or epileptiform fits due to cerebral vascular spasm may 
occur (hypertensive encephalopathy). Not uncommonly the first 
manifestation is apoplexy. 

(Jardioc^sympfonw.— Palpitation and breathlessness on exertion 
or caraiac“T3thma ‘may be the early symptom. Rarely angina 
pectoris may occur first, 

— Los s o f vision, partial due to retinal changes, 
or total'froin retinal hsmorrhoge may occur and may be the first 
sjTnptom'in'some cases. 

Peripk^'^^_^^cvJar^\^tndliattces. — Tingling, _o r _ numbness of 
extreimtiM, "‘ coldness , burning sensatton or muscular cramps may 
occur. ■ “ 

Urinary jymptoms . — Polyuria specially at night is an early 
sjTnptom of gradually contracting kidneys. SiToptoms of unemia 
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(see under uramia. Part III.) may occur specially in malignant 
hypertension. 

77ae77iorr7««fftc eymptonw. — ^Epiataxis is frequently met with as 
a symptom. Hamaturia, haemopty-sis, jnenorrhagla etc., are rarely 
seen. 

Sip)is. — The most important sign is the high tension pulse, and 
the high blood pressure is obtained by the sphygmomanometer. The 
h^ght of the pressure is very variable, the systolic being anything 
between 160 to 300 mm. and diastolic 100 to 140 mm. Thejieart^ 
shows signs of isolated left ventricular hypertrophy (apex-beat 
shifted downwards and heaving in character, with loud booming first 
sound) and failure or congestive failure of both t'entricles depending 
on the stage of the disease. (See page 37). 

Electrocardiographic changes of myocardial damage due to 
coronary' narrowing are commonly* present. 

The peripheral arteries like the brachial, radial, temporal etc., 
may feel cordlike, hard and tortuous. The changes are however 
more constantly seen in the retina. Evidence of sclerosis of retinal 
arteries ndtb or without exudate in the retina may be found. Hyper* 
tensive neuro>retinopathy especially with papilledema is commonly 
seen' in malignant hypertension. (&e page 32). 

The urinary changes depend on the degree of renal damage. 
Usually, slight albuminuria and some hyaline casts are present. In 
severe.cases, hyaline and granular casts and red blood cells may be 
present. When marked nephrosclerosis has developed diminishing 
the concentrating power of the kidneys, o compensatory' polyuna 
develops. Urine is of low specific gravity. Due to improved circula- 
tion at rest and during sleep, urinary secretion increases at night. 

cases with renal failure, blood urea and non-protein nitrogen 
are increased. 

Complications. — The chief complications have already been 
mentioned. They are so constant that they find place in the sympto- 
matology of hypertension. These are cardiac failure, cerebral 
vascular lesions like cerebral haemorrhage or thrombosis, coronary 
thrombosis and urmmia. Besides, hypertension may' be associated 
with diabetes, gout and emphysema of lungs. 

Diagnosis. — Recognition of hypertension is easy enough pro- 
vided the sphygmomanometer is used. The_important point^is to 
Iss^ tV'*?! wffii ■<« t'o 'lot -tA ?. (i the 

examination of elderly patients. When hypertension _bos been 
found, its cause is to be determined. Most cases of hypertension due 
to a definite cause like endocrine-disturbance .etc., are easily jrecog* 
nised by* the .associated charseterisUe signs. Considerable dMcuUy 
may arise h owever in the diagn osis o f essentiaT. hypertension, from. 
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chronic nephritis. The chief differential points are shown in the 
following table. 


Tabi£ V 


i 

Essential l^pertension. 

Chronic glomerulo 
nephritis. 

1. ^ge. 

Usually above 40 years, rarely ^ 
below 30 years. 

1 Usually below SO 
years. 

2. History. | 

1 

Ho previous history suggesting 
acute or subacute nephritis. 

History suggestive of 
acute or sub-acute 
nephritis present. 

3. Family his- 
tory. 

History of high blood pressure, 
apoplexy, i^rdiac asthma etc. 
in other members of the 
family. 

1 No family history. 

4. Blood plea- 
sure. 

More labile. 

More constant. 

5. Urinary 
changes. 

Changes are slight and not 
constant in all cases. 

More constant and 
marked changes. 

6 . Blood 
chemistry. 

Slight increase of urea. N.P.H. 
etc. or none. 

Jklarked rise of urea, 

' N.P.N. etc. 

7. Uraemia. 

Less common termination. 

More common terml. 
nation. 


The diffculty arises, however, in those cases of chronic nephritis 
when the early stages have been latent so that no definite history 
is present. Such cases are diflicult to distinguish from malignant 
hypertension which occur at an earlier age and show marked 
urinary and blood changes. 

Difficulty also arises in those cases, where with the onset of 
cardiac failure the blood pressure falls. A hypertrophied heart with- 
out any evidence of valvular defect is found. Evidence of retinal or 
renal arteriosclerosis may help in those cases. 

Course and Prognosis. — The_^erage.duration of life in cases of 
hypertension is difficolt to determine as the onset of the disease is 
not marked -With symptoms. These appear only when sufficient 
cardiac or vascular damage has occurred. Cases vary greatly in 
their rate of progress of changes In these structures, and are des- 
cribed as benign or malignant accordingly. In benign^ hypertension, 
changes,occur slowly and the patient lives for a considerable time. 
Vascular changes specially in the kidney's are slow and cardiac failure 
or cerebral hsemorrhage are the usual modes of death. In malignant 
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hjiicrtension, vascular and kidiie 3 ' changes progress rapidli’ with 
the development of> rapid renal failarc and neuro-retinopathy. 

Prognosis depends on many factors such as; — 

Ajjey — At lower ages, the course is more rapid and tends to be 
malignantj 

females, hypertension nms a milder course. 

//ci(77it Wood i>re»»urc.— Constant higher pressure' is more 

harmfuL ^ 

Mental attitude . — ^Too much anxiety or worrj’ about the blood 
pressure !s harmful to the patient. 

inlections, — Secondary' infection of the respiratory tract or 
elsewhere maj’ precipitate heart failure. 

Anaemia . — This also increases work of the heart and may lead 
to heart failure. 

In any given case, prognosis depends on the condition of the 
heart, coronary arteries, retina, cerebral arteries and the kidneys. 

Zfenrf.— Size of the heart is a rough indication of myocardial 
condition. In~tBe presence of cardiac dilatation and signs of conges- 
tive failure, life is limited. Worst signs are galloprhythm, angina 
pectoris or electrocardiographic evidence of coronary insufficienej'. 

iJeffnff. — Hypertensive neuro-retinopathy is found mostly in cases 
of m^gnant h>*pertensfon and therefore is of bad prognosis. Retina! 
arteriosclerosis is a better guide to the incidence of changes fa 
cerebral or renal vessels. 

Cerebral_jirterics . — Apart from symptoms of cerebral arterlos- 
clcroafs.'the condition of the cerebral arteries is difficult to ascertain 
and therefore lends considerable xmeertainty about the prognosis in 
every case. 

i^idnef/s - — In presence of signs of renal failure expectation of 
life ls’'very“ i>oor. 

Causes of death are cardiac failure, coronary thrombosis, cerebral 
x’ascular lesion, ursmia and”ECcbndary infections. 

Treatment. — For treatment, cases of hypertension are divided 
into two groups — those without any symptoms and those with 
symptoms. 

Cases mthout symptoms . — ^It Is problematical whether such 
patients should be apprised of their high blood pressure, because 
frequently this diagnosis conveys to the patient the constant fear of 
sudden death by apoplexy or heart failure. The mental upset thus 
created causes more harm. On the other hand our methods of 
lowering a raised pressure are far from efficient. All that we can 
do is to reduce or remove such factors as are known to aggravate 
or play some stiological role in hj'perteosion; thereby the progress 
of changes in the heart and blood vessels can be slowed. The patient 
should be advised as regards the mode of Ufe be should live, which 
is a life of moderation avoiding all excesses in diet, exertion, both 
mental and physical, smoking and drinking, etc, A little explana- ' 
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tion aad reassurance will do much to allay the anxiety and appre* 
hensions. Vigorous treatment and rigorous restrictions are un- 
necessary. 

Gej:eral.regime. Rest . — ^The ideal condition is a retired life free 
from all mental and phi'sical exertion. If this is not possible, avoid- 
ance of all strenuous work, limitation of period of %vork and fre- 
quent holidays are necessarj*. 

Exercise . — ^Mild exercise in the open air in the form of walking 
is beneficial. Strenuous games are to be avoided. 

Diet^lt is not necessary to restrict any particular type of food 
like proteins or salt. General reduction in quantity so as to avoid 
gain in weight or in the case of obese persons a reducing diet will be 
sufficient. 

Alcohol and tobacco . — ^These are better av'oided. If total absti- 
nence is too irksome, a moderation in quantity should be made. 

Constipation . — A regular action of the bowels should 'be 
encouraged in constipated persons by a correction of the diet, so as 
to include a good quantity of green vegetables, and enforcing a 
regular visit to the lavatory everj'day. Laxatives If necessary, 
should be prescribed. 

Co*es_with_a.vmPtom3. — ^The treatment In such cases besides the 
general regime, consists in (a) measures to lower blood pressure and 
(b) symptomatic treatment. 

Sieasttrea to.loxccr blood pressure, (a) P^tysical and menial 
rest . — This is the best available method. If mental quietude cannot 
be obtained otherwise, sedatives should be given. Bromides and 
chloral hydras may be prescribed in repeated doses, or barbiturates, 
in 'Ihe form of phetiobarbitone (luminal) to 3 grains twice a 
day may be given. This may be combined with codeine phosphate 
gr. i in cases of great ner\’ousncss. 

~(b)~ P»r<f ation.- — Saline purgatives can lower temporarily blood 
pressure by repeated fluid evacuations. Saturated solution of magne- 
sium sulphate oz. I ever}' morning should be prescribed in the pre- 
sence of urgent symptoms due to high blood pressure. 

(«?) Drugs . — large number of drugs have been used from 
time to tim*e for lowering blood pressure, but only a few have stood 
the test of time. 

The follou'ing drugs are extensively used. Some of them have 
strong hj-potensive effect, hut this is too temporary to be sufficiently 
useful. 

(i) Exlntes and ijU raf^ . — The vasodilatation produced by 
these drugs effectively lowers blood pressure, but the action is 
temporary. Thus, sodium nitrite ia 1 gr. dose by mouth acts in 
5 to 10 minutes, but the action lasts only 1 to 2 hours. Amyl nitrite 
and nitroglycerine are still more transitory in action, but their quick 
action and coronaiy' dilatation effect are utilUsed in the relief of 
angina pectoris attacks. Erjdhrol tetranitrate in^^ to 1 grain 
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dose, however, has a IcmBer action for about 5 to 7 hours. . 

These drugs may cause uncomfortable symptoms like throbbing 
in the head, palpitation and headache. 

(h) Purine derivatives . — ^These drugs also have a vasodilator 
action especially on the coronary and renal jvessels. They are diure- 
tics but their hj^oi^nsive effect is not marked. They are however 
useful In hypertension patients, because they improve the coronary 
blood flow and thus improve cardiac nourishment. The most effec- 
tive of these drugs Is tupbytlln (theophyllln-ethylene-diamine or 
aminophyllin) used in Ij gr. doses. 

(ut) serpcAfina (Sarpagandha — Sanskrit).— The liquid 

extract has a| strong hypotensive action in doses of 5 to 15 mim'ms 
t.d.s. The mode of action is by central sedation. The effect is also 
temporary and does not seem to be constant in all cases. 

(d) Venesection . — Removal of 4 to 6 ounces of blood from a 
vein is very effective in relieving certain urgent symptoms due to 
h>’pertenaion like cardiac athma and encephalopathy. But the actual 
lowering of blood pressure is not always appreciable. 

St/mptOTnalie,Jr€alment . — Symptoms which call for immediate 
relief are C4tdla e aat hmi and b i^rtens ive. encephalopathy coDges-3- 
t lye. c ardiac^aliure.l^gl na _ p ectoris ofAToronary thrombosis and 
f uremia '. 

^ xn hypertensive encephalopathy, the patient should be put to 
absolute bedrest. ounces of 25 per cent solution of magnesium 
sulphate should be introduced per rectum as retention enema. If 
this, with proper sedatives, does not relieve the symptoms,, venesec- 
tion_and removal of 4 to 8 ounces of blood should be done. 
punc.ture._with_gradual relieving of the intracranial pressure is also 
useful. 

"Treatment for other symptoms will be found in the respective 
sections. 
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CHAPTER VI 

CORONARY INSUFFICIENCY AND ANGINAL SYNDROilE ' 

The heart receives its hiood supply from the two coronary 
arteries, right and left, which arise from the aorta at its origin. 
tVhen the blood supply is inadequate, either at rest or on exertion, 
the coronary circulation is said to be insufficient. If the resulting 
ischasmia is of sudden development as when a vessel is suddenly 
thrombosed or when a narrowed atheromatous vessel is confronted 
with a sudden demand of increased oxygen supply to the myo- 
cardium due to exertion, a characteristic type of prascordial oppres- 
sion with a sense of strangling occurs, which is described as onpfno 
(strangling) peeforis (chest). (Coronary thrombosis as a cause of 
anginal pain has been recognised more recently and now constitutes 
a separate clinical entity in the anginal syndrome. The other cases 
when angina occurs temporarily on exertion are described as anpiua 
peeforis of effort. 

When the coronary' insufficiency occurs more gradually due to 
slow obliteration of the vessels, iscluemlc degeneration of the myo- 
cardium with subsequent fibrosis occurs insidiously without angina. 

Aetiology. — ^Both effort angina and coronary* thrombosis are 
common in persons above 40 years of age. although not altogether 
unknown in younger persons. Males are predominantly affected. 
Stress and strain of modem life, mental worries and anxieties, 
sedentary habits, excess of tobacco and alcohol, septic foci etc., 
predispose to anginal syrndrome by favouring atheromatous changes 
in the coronaries. Hypertension, diabetes, obesity and gout are 
important associates of which hypertension is the most frequent. 
Of the organic heart diseases, syphilis sometimes produces anginal 
symptoms due to narrowing of the coronary orifices in the w’ali of 
the aorta. Rheumatic heart disease is only' rarely associated with 
angina. '■ 

Cause of pain. — ^The pain is due to my'ocardial ischsmia. When 
a vessel is completely blocked, absolute ischaemia and persistent pain, 
occur, as in coronary thrombosis. When, however, a vessel is 
narrowed by disease or spasm, and the blood supply, although ade- 
quate during rest, is incapable of being increased when myocardial 
activity is increased as on exertion, a relative ischjemia occurs nhd 
pain is felt on exertion as in angina of effort. It is a referred pahi 
In which the afferent impulses are carried by the sympathetic 
through the cervical and upper five thoracic ganglia into the spinal 
cord. 
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ANGINA PECTORIS OP IlEBERDEN 
(EFFORT ANGINA) 

This Is ti sensation of substernal pain and oppression frequently 
radiating to the left arm and associated with a sense of suifocation 
lasting for a few minutes, brought on by exertion and relieved by 
rest. 

Causes. — A.a mentioned, the Immediate cause of the attack Is 
myocardial ischsmla. This may be due to; 

1. Coronary- atheroma. 2. Narrowing at the mouth of the coro- 
nary arteries by syphilitic aortitis or atheroma of the aorta. 3. 
Severe an/cmia. 4. Extreme rapid ventricular rate reducing the 
diastolic period, (period of coronary flow). 5. Spasm of the coronary 
arteries. 6. Aortic regurgitation and stenosis. 

Symptoms and signs. — ^The characteristic features of the pain 
have been described before (see page 9). During an attack, the 
patient is pale and extremely scared with a sense of impending death. 
He is afraid to move. Most patients are subjects of hypertension and 
the usual signs are high tension pulse, hypertrophied left ventricle and 
accentuated aortic second sound. In some cases, signs of cardioaortic 
syphilis or those of aortic stenosis or regurgitation are present In 
other cases, there may be no signs of organic heart disease. 

Attacks differ considerably In severity and duration. The In- 
tensity of the pain depends more on the nervous excitability of the 
patient than on the severity of myocardial ischsmla. Attacks may 
occur regularly whenever'a certain amount of exertion is undertaken 
or there may be attacks at Jong intervals. 

Course and prognosis.— -Most cases of angina (about two-thirds) 
develop coronary thrombosis which may be terminal. Others gra- 
dually pass on to mj’ocardial inefficiency and congestive cardiac 
failure unless they die of cerebral vascular complications of asso- 
ciated hj-pertension. Tlie severity of the case is judged by the 
amount of exertion which excites an attack. The greater the coro- 
nary narrowing, easier are the attacks produced. Size of the heart 
and electrocardiographic evidence of the myocardial damage as well 
as the underlying cause are important in the assessment of prognosis. 

COnONABT THROMBOSIS 

Causes. A narrowing of the lumen of the coronarj- arteries or 

their branches sufficient to reduce the rate of blood flow beyond the 
obstruction, favours thrombosis. Such obstruction or nan-owing is 
most commonly due to atheroma of the coronaries or diffuse hyper- 
plastic sclerosis from hypertension. Rarely, atheroma of the aorta 
or s>-philitic aortitis obstructing the coronary orifices may lead to 
thrombosis. Thromboangiitis obliterans or embolic obstruction of 
the coronaries due to fragments of cardiac vegetations or tom 
cardiac valves may rarely be responsible. 
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In a narrowed atheromatous artery, an atheromatous ulcer or a 
sudden increase of the atheromatous patch may precipitate throm- 
bosis. A sluggish blood flow, as during sleep, also helps in the deve- 
lopment of thrombosis* 

Pathology. — Common sites of thrombosis are, — (a) anterior 
descending branch of the left coronary artery, (b) circiunflex branch 
of the left coronary, and (e) right coronary branches. 

The result of thromhosis is sudden loss of blood supply to the 
portion of the myocardium supplied by the affected vessel. If this 
is large and a wide portion of the myocardium is involved, the 
patient dies immediately from ventricular fibrillation. If the vessel 
is small and tho patient survives, an infarct forma in the myocar- 
dium. When the anterior descending branch of left coronary' is 
affected, the infarct is situated at the apex extending into the inter- 
ventricular septum. When the circumflex branch of left coronary 
or branches of the right coronary are affected, the infarct forms at 
the base of the heart involving mainly the posterior wall of the left 
ventricle. The infarct is surrounded by a zone of leucocytic infiltra- 
tion and if it extends into the pericardia! surface, a patch of fibri- 
nous pericarditis develops over it If it extends into the endocardial 
surface, a thrombus is deposited over it inside the ventricles, por- 
tions of which may be dislodged and cause embolic symptoms. The 
Infarct gradually softens and is removed by phagoc>de3. and in 
favourable cases, a scar forms m the wail of the ventricle. Some- 
times. the soft infarct may give way under the Intraventricular 
pressure causing sudden death, or the scar may gradually stretch 
forming a cardiac aneurysm. More often the functional efficiency 
of the myocardium is impaired due to this death and degeneration 
of a portion lending to congestive cardiac failure. 

Thrombosis of small branches leading to small areas of necrosis 
and fibrosis may repeatedly occur in tho same patient and evidences 
of this may be seen in the heart on post mortem examination. 

Symptoms and signs. — Symptoms depend on the size of the 
affected vessel. If the main coronary arteries or their large branches 
are obstructed, there is sudden death of the patient, even before he 
can feel or speak of the pain. Most of the dramatic instantaneous 
deaths in elderly persons, especially those \vith hypertension, are due 
to this cause. 

When a smaller vessel is affected, the patient feels sudden pain 
in the pracordium exactly of the same character as in angina 
pectoris. The pain is, however, persistent and is not relieved by 
rest or amyl nitrite inhalation (see page 9). 

Site of the pain may he in the epigastrium, when it is mistaken 
for acute abdominal conditions. 

Along with the pain, there is also acute circulatory failure both 
peripheral and central. Coldness of extremities, cyanosis, clammy 
sweats and feeble or imperceptible pulse and a low blood pressure are 
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present Acute cardiac dilatation with rapid development of pulmo- 
nary (Edema and venous congestion, dyspncea etc., may occur. 
Changes of the first sound in th(s heart such as weakness and loss of 
distinctness, tic-tac rhythm and gallop rhythm may be present. 
Extrasystoles, auricular fibrillation and sometimes heart-block or 
paroxysmal tachycardia may occur. 

If the patient survives the immediate shock and cardiac failure, 
certain late signs develop, such as a mild degree of fever and leuco* 
cj^osis due to inflammation around the infarct. A pericardial rub 
may appear towards the end of the first w’eek and embolism in diffe- 
rent sites may occur from the intraventricular thrombus. 

Characteristic changes are seen in the electrocardiograph with- 
in a few hours of the formation of the infarct. These are of great 
importance .in the diagnosis of coronary thrombosis and in deter- 
mining the site of the infarct. X-ray shows diminished movement 
of the left border just above the apex of the heart In apical infarcts. 

Relati07i with angina pectoris . — Coronary thrombosis occurs in 
a large number of cases of angina pectoris and may be terminal. 
Less commonly, coronary thrombosis occurs first and is followed by 
angina pectoris. Rarely, coronary' thrombosis ends the anginal at- 
tack by destroying completely the isebsmie portion of the myo- 
cardium. 

Course and prognosis. — Cases vary greatly in their severity. 
Extensive use of the electrocardiograph in the investigation of 
hearts of middle-aged people has shown that evidences of old coro- 
nary thrombosis are quite common and milder cases frequently occur 
in which typical signs and symptoms do not occur. Severe cases, 
however, have a high mortality. Most cases die in the early acute 
stage from shock, ventricular fibrillation or acute cardiac failure. 
Of those who survive the early' stage, congestive failure develops in 
many; others may live with severe restriction of exercise tolerance. 

In mild cases sufficient recovery with return to ordinary occupation 
in life may' occur in a few, but relapses are very frequent. Severity is 
shown by the duration and severity of pain, degree of shock and 
cardiac dilatation, pulmonary adema, marked fall of blood pressure, 
gallop rhythm and ventricular paroxysmal tachycardia. 

Diagnosis. — The main differential points for the distinction of 
pain due to angina pectoris, coronary thrombosis and neurocircu- 
latory asthenia have been mentioned already (see page 9). Praecordial 
pain due to other causes such os acute pericarditis, aortic aneurysm 
syphilitic aortitis and dissecting aneury'sm of the aorta can be readily 
distinguished by the presence of their characteristic signs and by the 
absence of electrocardiographic eridence of coronary thrombosis 
Aortitis and aortic aneurysm may however be associated with true 
angina pectoris. , 

Coronary thrombosis may have to be diagnosed from pulmonary 
embolism. In the latter, there will be a history of recent operation 
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or injury or a thrombophlebitis. Dyspncea is more intense and 
hsemoptysis is common. If the patient survives, the signs of pul- 
monary infarction will develop. In coronary thrombosis, the electro- 
cardiograph shows characteristic findings. 

When the pain in coronary thrombosis occurs low down in the 
epigastrium, acute abdominal conditions like perforated gastric ulcer 
or biliary colic and in mild cases acute indigestion may be simulated. 
In coronarj' thrombosis, patients are elderly and a history of angina 
is present, whereas in others a history of ulcer pains or previous 
attacks of colic or dyspepsia is present. Dyspntea, cyanosis and 
signs of cardiac dilatation, arrhythmias, gallop rhythm or other 
signs of cardiac involvement in coronary thrombosis will contrast 
with abdominal rigidity, free fluid in the peritoneal cavity and obli- 
teration of liver dullness in gastric perforation. In biliary colic, 
paroxysmal nature of the pain, prominence of vomiting, absence 
of cardiac signs or dyspncea and cyanosis will help. 



Fiff. 14. Eie«lToc»i'r»ograin skewing coronary 4l\ronil>o»5a 
with basal iafarctioa. 

In anomalous cases, when the pain is very mild or is not 
characteristic, development of late signs like pericarditis, fever, 
Jeucocytosis and embolism are of help. 

Eiceirocardlosrrophtc findings . — WitYun a few hours of throm- 
bosis, changes occur in the s-T interval and in the t waves specially 
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in Lends I and III. In apical infarcts, the s-T segment is elevated 
above the isoelectric line and x wave is inverted in Lead I and the 
opposite effects are produced in Lead IH. These changes are 
reversed in Leads I and III in basal or posterior jnfarcts. (See Fig. 
14). Later on, the s-T segment tends to reach the isoelectric line but 
the T inversion persists for a long time. Sometimes no definite abnor- 
mality is seen in the electrocardiogram in the three standard leads. 
In sucli cases the chest leads may show abnormalities such as deep 
Inversion of x and elevation of s-T segment. (See Fig. 15), 

Treatment. Angina pectoris. — During the attacks, immediate 
relief is obtained by inhalation of amyl nitrile or by chewing a tablet 
of nitroglycerine (glyceryl trinitrate) gr. to gr. y^,,. The 

patient is advised to carry capsules of amyl nitrite (2 to 5 minims) 
or tablets of nitroglycerine. As soon as he feels the pain be must 
stop all exertion and break a capsule of amyl nitrite in a hand- 
kerchief and inhale, or chew a tablet of nitroglycerine and keep it 
under the tongue. 

To prevent the attacks, the patient must avoid all exciting 
causes. If forced to undertake some exertion the patient should be 
advised to chew a tablet of nitrogb'cerine beforehand to avoid pain. 
The general mode of life should be on the lines advised in hyperten- 
sion. Rest should be determined by the severity of angina and in 
cases where angina pectoris is repeatedly excited on slight exertion 
a period of complete bed-rest is advisable. Drugs whieh dilate the 
coronary arteries and improve myocardial nutrition are given. Of 
these, the most effective is euphyllin (aminopbyllin or theophyllin 
ethylene diamine) IJ- to 3 grains. 3 or 4 times a day by mouth, or 4 
grains intravenously twice a day. 

Various surgical procedures have been adopted to abolish the 
attacks. None of them, however, can cure the cause of the attacks 
namely the coronary arterial disease and narrowing. They mostly 
aim at prevention of the pain by interrupting the afferent impulses, 
as by cervical sympathectomy or paravertebral alcohol injections. 
Thyroidectomy has been done in some cases with relief of sj-mptoms. 
Attempts at increasing the blood flow through the myocardium have 
been made by pericardial suturing of the subpectoral muscle thus 
establishing new vascular channels. Cardio-omentopexy has also 
been tried. 

Coronary thrombosis . — ^Treatment Is necessarily sj-mptomatic. 
In acute stage, the pain has to be relieved by morphine gr. \ sub- 
cutaneously. This may be repeated if necessarj’. For the associated 
circulatory failure, absolute rest in bed, oxygen inhalation, intra- 
muscular injection of coramlne 2 c.c. or cardiazol 1 c.c. are indicated. 
Purgatives should not be given until the stage of shock is over. If 
necessary, enema may be given. Later, if congestive cardiac failure 
develops, treatment with digitalis or other measures detailed in the 
treatment of congestive failure may be employed. Most important 
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Fig. 15. Coronary tlu-onvlKWi* slunring no definite change in 
tLo standard loads, bat deep utrersion of T and elevated 
8-T segments in flie chest leads. 
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point In the management is ensuring suffcient rest, if necessary with 
bromides, to allow the formation, of a strong scar. In the early stage, 
patient should not be allowed to exert or sit up in bed at all. At 
least eight weeks of bed*test is necessary before allowing the patient 
up. 

Subsequently, the patient should live a restricted life as in 
angina pectoris. Coronary dilator drugs may also be used to improve 
the myocardial nouriahment. 

CHADUAL CORONARY OCCtVStOK WITirOUT ANGINA 

When small branches of the coronary arteries are gradually 
obliterated, a slow iachsmic degeneration and fibrosis occur In the 
myocardium, which ultimately lead to cardiac enlargement and 
failure. The myocardial fibrosis is chiefly evidenced by electrocar- 
diograph. Thus there may be intraventricular or arborisation block, 
auriculo-ventricular block, a delay in the intraventricular conduction 
time or widening of the q.r. 3. complex. AUeratioos of the s-T. 
interval, inversion of the T wave and low voltage of the Q.R.S. deflec- 
tions are also evidences of coronary insufficiency. r 
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CHAPTER Vn 

CARDIAC AND PULSE IRREGULARITIES 

The radial pulse may show two types of irregularity, — (A) 
irregularity in rhythm, and (B) irregularity in the strength of suc- 
cessive beats. 

Irregularities in rhythm . — ^These again may be of two types. — 
(1) those with a dominant rhythin, and (2) those without a domi- 
nant rhj'thm. 

1. Irregularities icith dominant rhythm. — (t) An otherwise 
regular pulse may show alternate acceleration and slowing with 
inspiration and expiration respectively. The cause is sinus arrhyth- 
mia. 



Fig. IG. The conductuig extern o£ aheeps heart. P.A.— 

. Ciglit auricle. I1.A. — lift auricle. Tcatricle. 

LV.— Left TCntricle. Ao^-JVorta. S.V.C.— vena cava. 

— Sino-anricular Bode. I.V.C. — ^laf. vena rava. AV.N. — 

Aurkulo-Tentricular node. A.V.B Anriculo* ventricular bundle. 

Et. Lt. Br.— Right and left branches of the bundle. I.S— Intei- 
' TeBtiieulaT septunv. 

(ii) A regular pulse is disturbed by the occurrence of a prema- 
ture beat (extrasystole) which is followed hy a long pause. This 
may occur at irregular and long intervals and between the prema- 
ture beats the rhythm is regular; or the premature beat may occur 
at regular and frequent intervals dividing the pulse into groups of 
2, 3 or more beats separated by long pauses. The pulse beat imme- 
diately preceding the long pause is small and occurs prematurely. 
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that is, soon after the preceding normal beat. Thus, one type of 
pulsus bigeminus or trigeminus may be produced. 

Dislurb<inct» of the paceniohtr 

1. Binus tachyeanlia 

2. Binna bradyeattluL 
S. Sinus arrbythmia 
4. Sinoa iiafi<u~i 


Dtsturbancfs »» 
conJucl'ion 


1. Sino-auricuHr tilcx-k 

2. (a) Delayed A.V. eon 

duetion 

(h) I’arfial heart IdooK 
(e) Complete heart 

block 

3. Kiglit or left bundle 
branch block 

4. Arborienlion block 

(latjaventneular (h- 
fectne conduction) 



DiaturhaiKdi due to 
ectopia beale 

1. Auricular 
Aurienlar extraryatoJe 
Auricular tparcayB- 
in.al) tflcliycardia. 
flutter, fibrillation 

2. Xodnl 

Xodat extrarrstole 
Xo.lfll rhj-tlun 

3. Ventricular 

Ventnenlar extrssys- 
tolo 

Paroxyanial Tcntri- 
cular tachycardia 
Ventricular fibritt.i* 
tion 


I’lg 17. Diahulnuces of cnrdiao rbylhiD and their dtea of origin. 


(tit) A long pause may occur between normal pulse beats in a 
regular pulse due to auriculo^ventricular block. The ventricle misses 
a beat due to failure of the 8uricuIo>ventricu1ar bundle to transmit 
an impulse from tbel auricles. There is so to speak a 'dropped beat' 
in an otherwise regular pulse. This again may occur at long and 
irregular Intervals or regularli' at short Intervals producing pulsus 
bigeminus, trigeminus etc. 

2. IrreguJaritieg without a dominaut rhythm . — The pulse is 
completely irregular in which no underlying rhythm can be foimd. 
The intervals between pulse beats are all unequal, and the successive 
beats are unequal in strength. This condition is due to auricular 
fibrillation. 


SINUS ARRHYTnMlA 

This is an alternate acceleration and slowing of the pulse, with 
lespiration, the impulse arising at the s*A node. 

This is a normal phj’siological condition, mostly seen in children. 
Due to excessive vagal tone, the pulse rate is reflexly slowed by 
expansion of the lung at the end of inspiration. Sometimes, the 
slowing may be very marked. It alw’aj's occurs mth a slow pulse 
rate. The irregularity disappears on sympatfieffc stimulation as on 
exercise, when the pulse rate is Increased. It can be readily 
diagnosed by a simultaneous record of the respiration and pulse beats. 
In electrocardiogram, the relation between the P Q r s t waves remnina 
normal. 
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EXTBASYSTOLE (PREMATURE BEAT) 

During the early phase of diastole, the heart muscle is refrac- 
tory. Towards the later part, however, a cardiac contrac- 
tion may occur due to an impulse arising from some irrit- 
able focus in the myocardium outside the s-A node (normal 
pacemaker) and is called an extraaystole, or better a prema- 
ture beat as it occurs before the next normal beat. Imme- 
diately after the extrasystole, the myocardium remains refractory 
for a short time and therefore does not respond to the next normal 
sino-auricular impulse. The heart remains in diastole until the next 
normal impulse arrives. There is thus a long pause in the pulse or 
apex beat which is called the compensatory pause. When the 
Interval between the normal pulse beats preceding and following the 
extrasystole, equals tw*o cardiac cycles, the compensatory pause is 
said to be complete. Sometimes, when the pulse rate is very slow 
and the extraaj-stole occurs very early in diastole, the myocardium 
may recover from the refractory state, before the normal impulse 
‘from the s-A node arises, so that the normal systole also occurs and 
there la no compensatory pause, the extrasystoles are then called 
interpolated. The beat following the compensatorj’ pause is often 
forcible. 

Extrasystoies may be ventricular, auricular or nodal accor^ng 
to the site of origin of the abnormal impulse. 

Ventricular eitrasystolcs . — ^These are the most common variety 
and of least importance. The ventricles only show the premature 
beat, but the auricles are not affected. Immediately after the extra- 
systole, the auricles contract normally in response to the sino-auri- 



Fig. 18. Eli’ctrocnrdiogTsm rfiowing A-entricu3ar estmwtolp. 


cular impulse but the ventricles do not respond. The compensatory 
pause is complete. In venous pulse tracing the extrasystole shows 
only the c and v waves. During the compensatory pause an a 
wave occurs which is not followed by c and v v.'s.ves. The electro- 
cardiogram shows a premature abnormal qrst complex (because of 
abnormal origin and distribution of the impulse) which is not pre- 
ceded by a p wave and is followed by d long pause in which P wave 
alone occurs at the normal time Interval after the preceding P wave. 
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Auricular extraaysiolca.—thesfi are less common, but more 
iaportsnt, because they are frequently the precursors of auricular 
fibrillation or flutter and are more often associated with organic 
heart disease than the ventricular extrasystoles. The premature 
beat affects both the auricles and ventricles and in the compensatory 
pause both ventricles and auricles are fn diastole; the next normal 
sino*auricuIar impulse being inhibited by the general refractory state 
of the auricular muscle. The compensatory pause however is in- 
complete because due to the long rest of Uje sino-auricular node after 
the premature beat, the next impulse arises c little earlier than 
when it normally should. In the venous pulse tracing the premature 
beat shows all the a c v waves and is followed by the long patise 



Fig. 19. Elcctrocanliograiii sboiriog &Brieulflr eilrsijstMe. 


in which no a wave occurs. In the electrocardiogram the prema- 
ture beat shows an inverted P wave, but normal qrst waves 
(although of low voltage). In the long pause there Is no p wave 
and the interval between the p waves preceding and following the 
extrasystole is not equal to two normal cardiac cjxles. 

Nodal extraaystole. — This is the rarest variety. The premature 
Impulse arising in the auriculo-ventricular node extends both to the 
ventricles and the auricles. Both of them contract either simul- 
taneously, or the auricles a litlfe earlier, or iater than the ventricles. 
When the auricles beat earlier than the ventricles the a-c interval 
of the venous pulse tracing or p-r ioterv'al of the electrocardio- 
gram is less than the normal one-fifth second. The P wave is also 
Inverted and may be incorporated in the QRS complex when the 
auricles and ventricles contract simultaneously. Q R s complex Is 
normal in character. The compensatory pause is also incomplete. 

Aetiology. — Extrasystoles may occur under the following 
circumstances: 

1. In healthy individuals without any organic heart disease 
commonly excited by fatigue, indigestion, worries, excess of tea and 
tobacco. 

2. In myocarditis due to rheumatic infection or during the 
course of Infective fevers like diphtheria, pneumonia, influenza etc. 
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3. In myocardial degeneration due to coronary narrowing. 

4. Hypertensive heart disease. 

5. Digitalis and quinidine poisoning. 

6. Chronic rheumatic or syphilitic heart disease. 

Symptoms and signs. — Extrasystoles commonly produce a 

sudden thumping sensation in the chest. When very frequent, there 
is uncomfortable palpitation. There may be no symptoms at all. 

At the radial pulse there is usually a small or weak beat occur- 
ring immediately after a normal beat and then a long pause. On 
auscultation over the heart premature sounds are also audible, pre- 
ceding the long pause. The recognition of tlie premature weak beat 
is important for diagno.sis. As mentioned before, the pulse may 
show occasional extrasyatoles at long intervals or there may be 
pulsus bigeminus or trigeminus. When extrasystole occurs very 
frequently and irregularly, the pulse may resemble that of auricular 
fibrillation. In extrasystolc, the long intervals are always preceded 
by a weak and premature beat. Sometimes, the premature ventri- 
cular contraction is not suiBcIcntly strong to open the aortic valves, 
so that there is no premature pulse at the wrist. In such cases, on 
auscultation over the heart a premature weak first sound will be 
audible immediately preceding the long pause. 

Extrasystolcs are generally present with a slow pulse and 
they tend to disappear when the pulse rate is accelerated by exercise. 

Significance of extrasyrtole. — As a sign of organic heart disease 
extrasystoies alone are of very little importance. They are more 
often found without organic heart disease. In the presence of other 
signs and symptoms of organic heart disease the prognosis will 
depend on the size of the heart and degree of cardiac failure etc. 
When such signs are absent extrasystoles may be ignored. During 
the course of digitalis administration, however, the appearance of 
extrasystoies is of serious significance and indication of stopping 
the drug. 

Treatment. — Extrasj’stoles by themselves require no treatment. 
The associated heart failure, if present, should be treated on the 
usual lines. In the absence of other signs of organic heart disease, 
reassurance of the patient is all that Is necessary. When there is 
anxiety and discomfort sedatives like potassium bromide should be 
given. When extrasystoies are verj' frequent causing severe dis- 
comfort, quinidine gr. 3, three times a day may be given to stop 
or reduce the extrasystoies. 


HEART-BLOCK 

Three varieties of heart-block may occur. — 1. Sino-auricular 
block. 2. Auriculo-ventricular block. 3. Intraventricular or bundle- 
branch block. 
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when temporary cardiac standstill occurs during transition from an 
incomplete to a complete block. 

Sometimes, the strong ventricular beat, immediately following 
the long pause due to ventricular o%'erfUJing, produces a throbbing 
sensation in the chest or neck. 

Signs. — As mentioned before, the pulse may show occasional 
dropped beats at irregular intervals or the pulse may be regularly 
irregular showing pulsus bigeminus, trigeminus etc. The long pauses 
however are not preceded by any premature beat at the wrist or 
premature sounds at the cardiac apex as In extrasystole. During 
the long pause, though no pulse is f^elt at the wrist, a venous pulse 
In the jugular veins may be seen due to auricular contraction. 

When a 2:1 rhythm is established with a normal auricular rate, 
the pulse is regiMar but very slow; thus with auricular rates varying 
from 72 to 80 per minute, pulse rates between 36 to 40 per minute 
are obtained. In the jugular vein, the venous pulse will show a rate 
double that at the rvTist. Still higher grades of block generally 
occur Avith rapid auricular rates as in flutter and fibrillation. 

In complete heart-block with Idioventricular rhythm the pulse 
rate is often 38 to 40 per minute though sometimes It may fall bC' 
low 20. In. nodal rhj'thm, the pulse rate is generally about 40 per 
minute. In both idioventricular and nodal rhythm, the pulse rate 
shows no response to exercise. In incomplete block, there may be 
sudden changes in pulse rate due to changes in the grade of block 
by exercise. 

In the sphygmograpblc tracing, the long pauses are preceded 
and followed by normal pulse beats. In the venous pulse during the 
long pauses in Incomplete block a waves occur alone without any c 
and V waves. In the electrocardiogram, all the p waves are not 
followed by ventricular complexes. (See Fig. 22). 

In complete heart-block, while the radial pulse tracing shows 
a regular slow rhj’tfam, the venous pulse shows complete dissocia- 
tion between the a waves and the c and u waves. In electrocardio- 
gram also P waves and ventricular complexes are ibdependent of 
each other. The latter may also be of abnormal shape. (See Fig. 23 ) . 

Significance of heart-block. — Unlike extrasj’stole, heart-block 
always indicates some organic involvement of the myocardium either 
toxic or structural. It is therefore, of more serious significance. 
Higher degrees of block or complete block are indications of severe 
involvement. In minor degrees of block the prognosis should be 
based on other signs such as size of the heart, exercise tolerance or 
severity of cardiac failure. Adams-Stokes sjmdrome is of bad 
prognosis if it occurs frequently. Death may occur during an at- 
tack from cardiac standstill. 

Treatment. — Treatment should be directed mainly towards the 
underlying organic heart disease which is present. If cardiac failure 
is present, this should be treated. 
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For the heart-block itself, the conductivity of the auriculo- 
ventricuJar bundle may be improved by injectioos of adrenaline or 
atropine, or by ephedrine by mouth. In severe cases with repeated 
syncopal attacks or Adams-Stokes syndrome repeated injections of 
adrenaline may be necessary. During an attack of S 3 mcope with 
cardiac standstill, adrenaline 1 in 1000, -J c.c. should be given intra- 
venously and the vein massaged towards the heart. It may also be 
given intracardiac. To prevent attacks, ephedrine hydrc«hloride 
gr. I every 4 hours by mouth or atropine sulphate gr. sub- 
cutaneously every 6 hours should be given. Barium chloride gr. -J, 
3 times a day may also be tried to prevent heart-block. 

iHtrnwentricMlar block (Bundle-branch block. Arborisation 
block). — This is a defective conduction of the cardiac impulse in one 
oi the main branches of the aurieulo-ventricular bundle (Bundle^ 
branch block) or in its wdde ramifications (Arborisation block). 
This condition cannot be recognised clinically because there is 
no disturbance in rhjdhm. Occasionally, the impulse reaching 
one of the ventricles a little later than tbe other, causes their 
asimehronous contraction and the first sound may be reduplicated 



This condition is however mostly recognised by electrocardio- 
graph. Tbe Q R s comple.v is wider {longer than normal O'l sec),'B 
wave is notched and T wave is deep and in a direction opposite to 
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the main deflection a or a. Two types of curves are seen. In Tj-pe I 
(Left bundle branch blo^) the main initial deflections of a and s 
resemble that of left axis deviation — maximum deflection of qhs 
complex upward in lead I and downward in lead HI and In Tj^e H 
(Right bundle branch blocklir they resemble right axis deviation 
maximum deflection of Q a s complex downwards in lead I and up- 
ward in lead lU. 



Fig. SS. Fiectroenriiiognm ebwr.og bunJJf-bmiifJi blcK-i 
Type H. 

Causes. — ^Tbe causes of intraventricular block are 1. coronary' 
atheroma with or without hypertension, 2. acute myocarditis of 
rheumatic infection, diphtheria etc., 3. digitalis or quinidine poison- 
ing etc. 

Significance. — It is of serious significance as it indicates wide- 
spread myocardial damage or severe toxic effect. 

AURICULAR PBRniAnON AND FLUTTER 

These are conations in which the auricular systole is replaced 
by a more or less continuous fibrillary twitching in individual 
muscle Sbres at a veij’ rapid rate. Tbis is due to the estabiisbmest 
in the auricular muscle of a wave of excitation and contraction travel- 
ling at a very high rate along a more or less circular pathway, 
usually around the openings of the large veins. This wave will 
persist so long as It finds responsive tissue ahead, that is. when the 
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velocity of the wave and the length of the circular path are such that 
it reaches the starting point after the refractory state following the 
previous contraction has disappeared. This is called the eircws 
movement. In auricular fibrillation, the path is wider and irregular 
and rate of the wave is very rapid, varying from 300 to 600 per 
minute. In flutter however, the path is narrower and regular, and 
the rate is slower between 200 to 400 per minute. 

Effect of fibrillatioH and flutter on the heart and circulation. 

On the auricles. — 'As mentioned before, the auricular systole is lost. 
This however does not interfere with the ventricular filling which 
is accomplished by venous pressure and gravity. All the phenomena 
associated with auricular systole however are lost. Thus, the pre- 
systolic murmur of mitral stenosis disappears with the onset of 
auricular fibrillation. In the venous pulse tracings, thc\ (i waves dis- 
appear and in the clectrocaix^'ogram. P waves are absent. Irregular 
small oscillations at very rapid rate however are seen in the electro- 
cardiogram. 

Oh the ventricles. — Impulses at a very rapid rate reach the 
auriculo-venlrieular bundle for conduction. A functional block is 
established because of the inability of the bundle to transmit impulses 
at such a rapid rate. In auricular flutter, the impulses reach the 
auriculo-vcDtricuIor bundle at a regular rate and a definite ratio 
being established between the auricular and ventricular rates the latter 
shows a rapid but regular rhythm. In auricular fibrillation however, 
the Impulses arc very irregular and of varying strength, so that the 
ventricular rate is very irregular; the contractions also vary 
widely in strength. Some of the weaker contractions may fail to 
open the semilunar valves (frustrane contractions.) The effect 
on the ventricles therefore, Is one of increase in rate and thus 
increase of work. Moreover, there is waste of energy in auricular 
fibrillation due to frustrane contractions. If the ventricular myo- 
cardium is healthy this increase of work may not be of any impor- 
tance and is well tolerated. If however, ventricles are alreadj 
damaged, this, will precipitate failure or aggravate it when present. 

Aetiology, — Auricular fibrillation is commonly seen in the follow- 
ing conditions ; 

1. Rheumatic carditis with mitral stenosis. 2. Thyrotoxicosis. 
3. Hypertensive heart disease. 4. Coronary atheroma, 5. Acute 
myocarditis of infectious fevers. 6. Focal sepsis, e.g. apical dental 
abscesses. 7, In apparently healthy people without any obvious 
cause. 

Auricular flutter is much less common than fibrillation and may 
be seen in the same conditioim. It Is more often paroxysmal in 
nature. 

Symptoms. — A sensation of fluttering and palpitation are the 
only sjTnptoms directly due to fibrillation or flutter. Commonly 
however, the associated symptoms of heart failure predominate. , 
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Signs. FibriHalton. — Pulse is irregularly irregular and no doml* 
nant rhythm is present. The rate varies from 90 to 160 per minute. 
There is increase of pulse rate with exercise with increase of irre- 
gularity. The pulse beats vary in strength and there is no sequence 
of a Jong pause following a small and premature beat as in extra- 
systole. Some of the ventricular contractions being too weak to 
produce a pulse, the ventricular rate at the apex does not corres- 
pond with the pulse rate at the wrist (a condition of pulse deficit). 
The pulse tracings show complete irregularity. 

The venous pulse shows an absence of the a-waves, and clinically 
the large waves in the jugular veins are absent. 

In the electrocardiogram, ventricular complexes are very 
irregular In rhythm and voltage and are not preceded bj’ p waves. 
Irregular and rapid amall auricular oscillations are seen. IFig. 26). 



Pig. 20. Elcctrocardiograni phowing Buriculir fibrilliitioii. 

FlxUter . — The pulse is regular both in rhythm and strength of 
successive beats. Rate varies from 140 to 180 per minute. On 
exercise there is no increase of pulse rate. Carotid pressure may 
cause sudden changes in pulse rate due to variation in the grade of 
block. 

In the electrocardiogram small rapid but regular auricular oscilla- 
tions are seen and the ventricular complexes occur regularly bearing 
a ratio with the auricular waves wbieh are usually inverted, (ng- 27). 
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Course and provosts. — Fibrillation once established tends to be 
permanent. In the early stages however, it may occur In paroxysms. 
Fibrillation is usually associated with organic heart disease and the 
prognosis in such cases depends on the myocardial efBciency and the 
etiology. Even with impaired myocardium, auricular fibrillation 



I’ig, 21 . El^trocnnliogram ehoviog auricular flutter. 

does not increase the seriousness If the ventricular rate can be 
controlled within normal limits by digitalis. When tho cause is 
removable, as in thyrotoxicosis, prognosis is good. 

Treatment. — When the auricular fibrillation complicates conges- 
tive cardiac failure, the treatment consists in controlling the ventri- 
cular rate by digitalis. It is in such cases, that digitalis therapy is 
woat successful in causing rapid Improvement The ventricular rate 
should be maintained between 60 to 70 beats per minute with conti- 
nuous maintenance doses of digitalis. Digitalis has no effect in 
stopping the circus movement Flutter is however, changed by 
digitalis into fibrillation and when di^lalis Is stopped, normal Th>lhin. 
may return. 

In cases of recurrent auricular fibrillation where no signs of 
congestive failure are present, attempt may be made to stop the 
circus movement by quinidine. Effect of quinidine is to increase the 
refractorj* state of the myocardium and also to reduce its conducti- 
vity. If the latter balances the former, it will not succeed in stop- 
ping the circus movement. 
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Quinidine has the following disadvantages: 

1. It does not succeed in all cases. Even when it succeeds in 
establishing normal rhj’thm, fibrillation recurs in the majority of 
cases. 

2. Because of Its severe depressing action on the myocardium, 
there may be sudden death from cardiac standstill specially in the 
presence of gross organic disease of the myocardium. 

3. Establishment of normal auricular systole may dislodge 
intra-auricular thrombi and cause embolism. 

4. Some patients show idlosjTicracy to Quinidine. 

Quinidlne is contraindicated In the presence of enlargement of 

the heart, cardiac failure and in fibrillation of more than 6 months' 
duration. 

Dosagt of gitinidine. — A small dose of 3 grains should be first 
given to teat Idiosyncrasy. If there is no idiosyncrasy, 5 grsdns 
should be given 3 times a day on the first day, 4 times on the second 
day and 6 times on the third day and then it should be gradually 
decreased in successive daj-s. During this course, the patient should 
preferably be in bed rest and a watch is kept on his pulse rate and 
for toxic s^iaptoms. These are beadache, tinnitus, nausoa, vomiting, 
SR'eatlng, abdominal pain, and purpura. Dangerous symptoms are 
dimness of vision and ventricular cxtrasystolcs. If possible, electro* 
cardlographlc records to determine auricular rate should be taken 
and the drug discontinued if auricular rate falls below 250 per 
minute. 

When normal rhythm Is established, a maintenance dose of S 
grains daily may be given to prevent a relapse. 


paroxyssial tacittcardiA 

This Is a condition of sudden onset and offset of tach^ardia 
lasting for a variable duration and due to production of waves of 
excitation and contraction at a very rapid and regular rate from 
some point in the myocardium outside the normal pacemaker. 
According to the site of origin, parox>amal tachycardia may be 
auricular, ventricular and nodal. The site of origin can only be 
determined by electrocardiograph. 

In auricular variety inverted p waves occur at very rapid 
rate (160 to 180 per minute) and are followed by ventricular com- 
plexes also at the same rate. In ventricular variety, the q r s 
complexes are of abnormal shape like those of premature beats. P 
waves occur at regular and normal rate. The nodal variety is least 
common and they resemble the nodal premature beats but occurring 
at A'ery rapid succession. 

The Etiology of paroxj’smal tachycardia is like that of 
extrasystoles. They are more often found in apparently healthy 
people without any other sign of coganic heart disease. The auricular 
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variety is more common and is less often associated with organic 
heart disease than the ventricular variety which is of more serious 
significance. 

Symptoms. — Palpitation is the commonest ajTnptom. Some- 
times, the extreme rapid ventricular rate interferes with ventricular 
filling, and cardiac output being diminished, syncope may occur. 
Anginal pain or symptoms of rapidly developing cardiac failure may 
occur with dyspncea, venous congestion and csdema specially in those 
with organic heart disease. 



Fijr. 2^. 'El«trocar<1iogrKni sliowing aurirulnr paroxysnial 
fftclij'i'ada. (Tho Mid of a parovynn). 


Signs.— Pulse is very rapid, usually between 160 to 180 or more 
per minute. It is regular and does not respond to exercise or rest. 
Carotid pressure or pressure on eyeballs may suddenly stop the 
paroxysm. Other signs depend on the presence of organic heart 
disease. Cardiac enlargement, signs of congestive failure, gallop 
rhythm, tic-tac rhythm, pulsus alternans etc., may appear due to 
ventricular exhaustion. 

Course and prognosis. — The paroxysm may last from a few 
seconds to several hours. Occasionally, it lasts for days or even 
months. Frequency of attacks also varies. Its effect on the heart 
deiJcnds on the condition of the myocardium. In healthy people 
without any obvious organic heart disease it is of little significance. 
In the presence of organic heart disease however, it precipitates 
failure. 

As a sign of organic heart disease, paroxj’smal tachycardia alone 
is of very little importance like extrasystole. The ventricular variety 
however, is more often associated with organic disease and so of 
more serious significance. 

Treatment. — During a paroxysm, the patient should be at rest. 
In shorter attacks, reassurance and sedatives like bromides are 
sufficient. The attack stops spontaneously. Various physical 
measures are adopted to stop the paroxysm by inducing reflex vagal 
stimulation, such as stooping forwards with the head low, pressure on 
the carotid sinus or the eyeballs and pulling out the tongue. Induc- 
tion of vomiting by large doses of tincture of ipecac may also succeed. 
In prolonged attacks, the following drugs may be used. Digitalin 
gr. jjif or Digalen 0.1 to 0.5 gm. intravenous, or strophanthin gr. 
intravenous. Digoxin 0.5 mg. in 1 c.c. diluted with 9 c.c. of 
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normal saline intravenously may be tried. More recently, an acetyl 
cholin derivative, Carbachot or Dory] in 1 to 2 mg. doses 3 times a 
day by moutb has been used with success. Quinldine in usual doses 
may also bo tried. 

Digitalis and quinidiiie may be continued to prevent recurrences. 

IrrerfulariUes in strength of avcceasive heats tcith regular 
rhythm. 1. i’ldaw* altemana . — ^Thls is a condition of alternate strong 
and weak pulse beats due to a severe weakness or exhaustion of the 
left ventricle. When marked it can be easily recognised by palpa- 
tion of the radial pulse. It can be easily recognised by sphygtno- 
graphic tracing and by the sphygmomanometer. With the latter at 
or near the systolic pressure the pulse becomes half and on lowering 
the pressure further the weaker beats appear. 

It is usually a serious sign of left ventricular failure and is of 
bad prognosis. It may however, occur temporarily in paroxysmal 
tachycardia, the myocardium being exhausted by the exce-ssive rapid 
rate; recovery follows the cessation of the paroxysm. 

2. An interpolated extrasystole occurring after each normal 
beat may cause a pseudo aitemons pulse. 
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PERICARDITIS 

Pericarditis may be of the following tj^pes. — 1. Acute fibrinous 
pericarditis. 2. Pericarditis mth effusion — (a) Serofibrinous, (b) 
Purulent and (c) Hjcmorrhagic. 3. Chronic pericarditis — (o) Chronic 
constrictive pericarditis and (b) Chronic mediastino-pericarditis. 

ACUTE FIBRINOUS PERICARDITIS 

Aetiology. — (a) Rheumatic infection, (b) Pneumonia, (e) 
Tuberculosis, (d) Septicamias. (e) Coronary thrombosis. (/) 
Urannia. 

In the last tw'o conditions, the infiammation is non-infective and 
possibly toxic in cases of uraunia. In others the common organisms 
are D. pneumonis, Streptococcus hiemolyticus, Staphylococcus aureus 
etc. In rheumatic Infection, no particular organisms can be Isolated. 

Pathology. — A thick fibrinous deposit forms on the pericardium 
which becomes shaggy in appearance due to constant movement. The 
appearance is described as bread^and-hutUr heart. 

Symptoms and signs.— There may be no symptoms. Pain is 
complained of when the pleuro^pericardtal surface is particularly 
affected. A pericardial rub is the characteristic finding. It is com* 
monly heard at the base of the heart or along the left border of the 
sternum. 


PERICARDITIS WITH EFFUSION 

(a) Serofibrinous. Aetiology.— The causes are practically the 
same as in fibrinous pericarditis except ursmia and coronary throm- 
bosis. Besides, It may occur in polj-serositis (Concato’si disease), 
in which serous effusion in pericardial, pleural and peritoneal cavities 
occurs without any obvious cause. 

Pathology. — -The serous effusion gradually distends the peri- 
cardium which may reach enormous size. Pressure effects are seen 
on the mediastinal structures, the big veins, specially the inferior 
vena cava and hepatic veins with consequent passive congestion of 
the liver. Compression of the heart interferes with the diastolic 
filling, and blood pressure and pulse pressure fall. In large effusions, 
the left lung Is compressed and collapses against the posterior chest- 
wall. 

Symptoms and signs. — It generally occurs as a complication in 
the course of an acute rheumatic feTCr, pneumonia or septicemic 
conditions. Its onset is marked by a further rise of temperature. 
When effusion is rapid with compression of veins, dj-spnea is 
common. 
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The signs are (a) Prawordial bulging or fullness, (b) Exten- 
sion of cardiac dullness beyond the apical impulse which may be 
displaced upwards, (e) Pear-shaped area of dullness in erect posture, 
(d) notch's sign (see page 20). (e) Engorgement of neck veins. (/) 
Enlarged liver, {g) Pulsus paradoxus (see page 28). (A) Ewart's 
sign — a patch of dullness, bronchial breathing and bronchophony at 
the angle of the left scapula. 



Fig. 29. PeriMnJinl effusion ns 9«a under X-rars. 

Diagnosis. — Diagnosis is confirmed by fluoroscopy or skiagram 
and by paracentesis. The condition may be confused with cardiac 
enlargement, mediastinal growths and aortic aneurysm. 

(b) Purulent pericarditis. — This is produced by direct spread of 
infection from a neighbouring suppurative focus like empyema, lung 
abscess etc., or by blood-bome infections as in septiesmias. The 
organisms are mostly Streptococcus fasmolyticus. Staphylococcus 
aureus or D. pneumorjiie- 

The signs and symptoms arc those of effusion. The nature of 
the fluid is diagnosed by paracentesis. 

(c) Haemorrhagic effusion,— This may occur in malignant 
infiltration of the pericardium, in injuries or in tuberculous infection. 

Course and prognosis.— Acute fibrinous and serofibrinous peri- 
carditis usually complicates scute rheumatic infection or pneumonia or 
other infections. The prognosis depends on the severity of these 
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diseases. Pericarditis may only be a terminal condition in uremia, or a 
passing complication in the course of rheumatic infection, pneumonia, 
tuberculosis, coronary thrombosis etc. Purulent pericarditis is how- 
ever of serious prognosis- A very large effusion may cause sufQcient 
embarrassment of cardiac function to require relief by paracentesis. 
Chronic pericarditis may follow with gradually increasing fibrosis 
and adhesions with their consequences. 

Treatment. — In moat cases, the treatment consists in the symp- 
tomatic relief besides the measures taken for the eradication of the 
primary disease. 

Pain if present should be relieved by sedatives and analgesics. 

In pericardial effusion, if there is evidence of excessive pressure- 
effects, relief by paracentesis is Indicated. Paracentesis is also 
indicated in all cases of purulent effusion. Aspiration can be done 
by a large bore needle attached to a 50 or 100 c.c. syringe or if 
necessary by the Potain's aspirator very carefully. The site of 
puncture is the fifth intercostal space a little internal to the outer- 
most point of dullness. 

Chemotherapy to control the infection in cases of pneumococcal, 
streptococcal or staphylococcal infections with sulphanilamide, 
Eulphathiazol etc., is also indicated. 

CHRONIC PCRICARDITIS 

This generally follow’s acute pericarditis when orga- 
nisation of the fibrinous exudate leads to fibrous thicken- 
ing of the pericardium and adhesions between its layers. Such 
thickening and adhesions may vary in degree from slight localised 
patches (milk spots) on the visceral pericardium to extensive thick- 
ening and adhesions between the two layers of pericardium and with 
the surrounding structures such as the chest wall, diaphragm etc. 

Pathology. — Slight thickening of the pericardium or adhesions 
between the two layers do not interfere with cardiac function and are 
unimportant. \Vhen however, there are adhesions with the surround- 
ing mediastinal structures anchoring the heart to the chest wall, 
diaphragm etc., increase of work for the heart with consequent 
hypertrophy and later failure may occur. This condition is called 
chronic mediastino-pericarditis. 

Sometimes, the pericardium all over the heart is adherent and 
undergoes progressive thickening and even calcification. Such a tough 
and unyielding covering causes a cbrcmic compression of the heart 
and interferes with its diastolic filling as well as systolic contraction. 
The thickened pericardium maj' contract and cause obstruction 
specially at the openings of the superior and inferior vens cav$, and 
even the hepatic veins. This condition is called coTwfrictire peri- 
cardifi*. Venous obstruction to the hepatic veins and inferior 
vena cav’a causes a passive congestion of the liver which 
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may ultimately show cirrhosis. The condition is described as 
pericardiac pseudocirrhosis of liver or Fields disease. 

Aeliology.— Chronic pericardltu may be due to tuberculosis. 
Concato’s disease(PoIy-8crositi«), pneumonia, rheumatic infection, and 
other infections. Sometimes, there Is no obvious cause. In chronic 
constrictive pericarditis, evidence of rheumatic infection is less 
obvious. 

Symptoms and signs. — ^Thcrc may be no sj-mptoms or signs in 
slight pericardial thickening. 

MediastinO’pericarditis. — S>Tnptoma appear when there is con- 
gestive cardiac failure. D^'spntca Is the commonest symptom. 

Signs. — 1. Systolic retraction of the pnecordium and lower 
intercostal spaces; characteristically in the lateral and posterior 
chest wall (Broadbenfs sign). 2. Cardiac hj-pertrophy and enlarge- 
ment. 3. Position of apical impulse does not move with change of 
position of the patient. 

Chronic conslrlclife pericarditis. — Symptoms are dyspntsa, 
abdominal enlargement and cedema of ankles. 

Signs. — 1. Engorgement of cervical veins without pulsation. 2. 
Ascites. 3. Enlargement of liver. 4. Heart is of normal size and 
shows no definite valvular lesions. Apical Impulse indistinct or 
absent. 5. Pulse is small in volume and low in tension. 6. Pulsus 
paradoxus. 7. X-ray shows borders of the heart straigbter and pulsa- 
tions are restricted. Calcification may be seen in pericardium. 8. 
Electrocardiogram shou's low voltage of qrs complex and T may be 
inverted. 

Prognosis.— Slight pericardial adhesions or thickening which do 
not increase the work of the heart or interfere with venous return 
are of no importance. Constrictive pericarditis or mediostino-pen- 
carditis however, causes chronic inva'idism and death from cardiac 
failure unless relieved by surgery. 

Treatment. — Surgical treatment Is the only hope for permanent 
benefit. Medical treatment for congestive failure with rest, diuretics 
etc., may cause temporary iroprovement. 

For mediastino-pericarditls, tboracoiysis or rib removal 
(Brauer's operation) and for constrictive pericarditis, cardiolysis or 
removal of praecordial ribs and left half of lower sternum, cutting 
away of the thickened pericardium over the heart and constricting 
bands over the inferior vena cava (Delorme's operation) are indi- 
cated. 
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CHAPTER X 

BACTERIAL ENDOCARDITIS 

INFECTIV'E, tTLCERATIVE OR MALIGNANT ENDOCARDITIS 

This is a condition of bacterial infection of the cardiac valves 
with formation of vegetations, which contain large number of micro- 
organisms. 

There are two varieties, — acute and subacute. The main diffe- 
rence between the two lies In the virulence of the infecting orga- 
nisms and the clinical course, the acute type being fatal in six weeks. 

Infecting organisms and their source. — In acute bacterial endo- 
carditis, the commonest micro-organism is Streptococcus hamolilicus. 
C*ss commonly, D. pneumoniae. Staphylococcus aureus, N. gonorrbtaae 
and N. meningitidis are found. The source of infection is some obvi- 
ous focus of sepsis such as the puerperal uterus, osteomyelitis, 
pneumonia and skin infections like bolls, carbuncles etc. 

In subacute bacterial endocarditis. Streptococcus viridans is the 
most constant micro-organism. Verj* rarely Pfeiffer's bacillus Is 
found. The source of infection Is not obvious. 

Predisposing factors. — In most cases, the vegetations develop 
on previously damaged or deformed valves. These are mostly 
rheumatic valvular lesions or congenital deformities such as, 
rheumatic mitral stenosis or aortic regurgitation, congenital bicuspid 
aortic valves, pulmonary stenosis, patent ductus arteriosus etc. 

In acute type however, Infection may occur on healthy valves. 

Pathology. Heart. — ^Vegetations which are sometimes of very 
latge size are seen on the cardiac valves. The left side of the heart, 
that is, the mitral and the aortic valves are mostly involved. In 
subacute variety, the vegetations arc larger, more tough, less 
destructive and show' extension on to the mural endocardium, chords 
tendina; and the base of the aorta. The wgetations consist of fibrin, 
platelets and micro-organisms. There are very few poljTnorphonu- 
clear cells. In the deeper portions fibroblastic proliferation is seen and 
in older vegetations, fibrosis and often calcium deposition may be seen. 
In acute variety, the vegetations are more friable and destructive. The 
valves may be perforated or tom. The myocardium may show 
cloudy swelling and in acute cases focal suppuration. Coronary 
arteries may get blocked by emboli from the vegetations. 

Spleen. — It shows enlargement and infarction, sometimes 
multiple infarcts. 

Kidneys. — ^These show enlai^ement with petechial spots on the 
s,urface. Large infarcts may also occur, hlicroscopically, an embolic 
focal glomerulonephritis is common. Rarely, diffuse glomerulo- 
nephritis with renal failure may occur. 
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Embolism and infarction In various organs due to tom frag- 
ments of vegetations being dislodged in the circulation may occur. 
In acute t>T5e, the infarcts may suppurate. 

Symptoms and signs. Acute bacterial endocarditis , — The on- 
set is sudden with rigor. In cases when it develops during the course 
of pneumonia or a septic infection elsewhere, the onset may be 
marked by a further rise of temperature, appearance of rigors and 
sweating, pain and swelling in joints, etc. Sometimes the disease is 
not revealed until some embolic manifestations occur. The signs are 
those of a septicaunia with septic type of fever, severe illness with 
toxjemia, petechial or purpuric luemorrhages in skin, conjunctiva and 
raucous membranes, pain and swelling of joints. No cardiac signs 
may be present or new murmurs of more recent damage may appear. 
Some enlargement of the heart may occur. 

There is a high leucoc>losis with increase of polymorphonuclear 
cells. Blood culture shows the growth of the infecting micro-orga- 
nisms in most cases. 

Subacute bacterial endoeardith . — The onset is insidious. Gra- 
dually increasing pallor, weakness and irregular low fever are com- 
mon early symptoms. Most patients ore sufferers of chronic 
iheumatic valvular disease. Characteristic signs are: — 

Fever . — Only one or two degrees of rise is common. The feve*" 
is very irregular and spontaneous periods of remission occur. 

Spleen . — Moderate enlargement of spleen is very constant. 
Rarely, it may reach a large size. 

Clubbing of the fingers, severe anaemia, and a broicntsh pigmen- 
tatton of the skin are present. 

Heart . — Murmurs due to previous \Tilve disease are very com- 
monly present. Appearance of new murmurs or change of old ones 
may occur. Some enlargement of the heart is common. In late 
stages, congestive cardiac failure from prolonged toxic effect on the 
myocardium develops. 

Embolism. — Signs of embolism in the skin or various organs 
are of ver>' great diagnostic importance. In the skin, there may 
appear petechial spots or painful red and raised areas. In the pads 
of fingers and toes, such painful nodes may develop and are called 
Osier's nodes. Embolism of the cerebral vessels with hemiplegia, 
monoplegia etc., or of the retinal vessels with blindness may occim. 
Renal embolism may occur with frank or microscopic hematuria. 
Splenic infarcts cause pain and tenderness and friction rub over 
the organ. 

Purpura . — Apart from embolism, purpuric spots may appear 
in the skin, conjunctiva or mucous membrane due to increased 
fragility of the capillaries. 

Renal involvement . — ^Albuminuria with pus cells, red blood cells 
and casts are commonly present. Rarely, renal tedema due to diffuse 
glomerulonephritis may occur and sometimes ursemia may set in. 
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Blood changes. — Leucocj’tosis is not constant and a mononu- 
clear increase may occur. Blood culture shows growth of Strepto- 
coccus viridans in most cases. 

Diagnosis. — Sometimes diagnosis is made only post mortem 
specially in acute cases. Evidence of multiple arterial embolism is 
most important in diagnosis. Presence of endocarditis, clubbing of 
fingers, enlarged spleen, and positive blood culture are also of help 
in subacute cases. 

Course and prognosis. — Both the varieties are almost always 
fatal. In acute type, the course is very short, death occurring in six 
weeks. Subacute cases run a variable course from 6 months to Z 
years. Death is due to chronic toxaemia and progressive exhaustion, 
cardiac failure, embolism of the coronaries or cerebral vessels, 
secondary infections or ur*mia. 

Treatment. — Prophylactic . — In those who are predisposed, 
chances of infection should be reduced to minimum. Septic foci 
should be attended to. 

C«rafive. — Very little can be done in the way of treatment. AH 
general measures for improvement of general health and resistance 
should be adopted. 

For the control of infection, all attempts with the so-called 
blood-antlseptlcs have failed. 

Chemotherapy with sulphanilamide group of drugs has not also 
met nith any appreciable success specially in the subacute cases. 

Recently, treatment with penicillin is said to have been bene- 
£cial in some cases. 

Heparin can be given during the course of chemotherapy to in- 
crease the chances of destruction of the micro-organisms and prevent 
formation of fresh vegetations. 
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CHAPTER XI 

NEUROCIRCULATORY ASTHENIA 

EFFORT SYNDROME, SOLDIER’S HEART, DISORDERED ACTION OF THE 
HEART, DACOSTA’S SYNDROMF 

When symptoms, such as breathlessness, palpitation, prscordial 
distress, lassitude, exhaustion, tachycardia etc., which normaliy 
occur in healthy Individuals after severe exertion occur frequently 
with slight exertion or excitement without any definite evidence of 
organic heart disease to account for them, the condition has been 
called effort syndrome. The term neurocircuJatory aatheriia has been 
suggested as a betterr name for the condition, because the symptoms 
may be excited without effort, and symptoms other than those! seen 
normally after effort may be presenL 

Aetiology. Age. — It maj' occur at any age. but most commonly 
in young men and women. 

Constitution. — A neuropathic constitution is the most important 
predisposing cause. The individuals are usually of nervous type, 
thinly built and of sedentary habits. Nervous instability is shown 
by their tendency to excessive sweating of palms and soles and a low 
symptom threshold (exaggerated sj-mptonis on mild disturbances). 

Psychological factors. — ^A sudden change in the mode of life, 
mental stress, lack of adjustment etc., (as usually occur during war 
conditions when a large number of people arc forced into unusual 
hardships and danger from a comparatively secure and safe civil 
life), precipitate the 8>inptoins. in those who are constitutionally 
predisposed. 

Physical factors. — In a small number of the patients definite 
evidence of chronic infection like pulmonary tuberculosis or other 
debilitating conditions may be present. The symptoms may tempo- 
rarily appear during convalescence from acute infectious fevers. In 
the majority however, no definite evidence of any organic physical 
cause can be found. The heart itself does not show any evidence of 
pathological change by any method of examination. It may however, 
complicate organic heart disease when the symptoms will be out of 
proportion to the degree of clinical or pathological change. 

Pathogenesis. — ^The mode of production of symptoms is obscure. 
An overexcitability of the nervous mechanism of stimulation of 
cardiac action by'mild provocations and a hypersensitiveness of the 
sensory nerves (so that mild symptoms are exaggerated), seem to be 
the underlying causes. 

Symptoms and signs. — The symptoms are dyspneea, palpitation 
aching or stabbing pain over the mammary or submammary region 
rarely radiating to the left arm or angle of left scapula, lassitude 
and exhaustion. 

The sjTBptoms are usually excited by exertion, the degree of 
which varies considerobly, or by excitement, heavy meals, fiatuleoc^ 
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anxiety, worries and psychological stress. No obvious exciting cause 
may be present. All sjTnptoms may not be present in the same case. 
Anyone of these may be moat prominent in a particular case. 

The main sign is rapid pulse usually with a high pulse pressure 
but low diastolic pressure. 

Hsart. — ^Tachycardia, accentuated apex beat which is normally 
situated but widely visible or palpable. First sound over the apex 
is sharp and loud. Evidences of organic valvular disease are usually 
absent. Tenderness over the prscordium may be present. 

Blood pressure. — ^This is usually normal. The systolic pressure 
may be slightly raised. 

Signs of cardiac failure such as pulmonary' congestion, engorged 
neck veins, enlarged and tender liver, tedema etc., are absent. 

Physical examination of the rest of the body may discover evi- 
dence of pulmonary tuberculosis or some other chronic debilitating 
disease, anamia etc. 

Differential diagnosis. — The Importance of the condition lies 
in the difficulty, which sometimes occurs in distinguishing it from 
cardiac failure or angina pectoris of effort. This is more so because 
it may complicate organic heart disease. Absence of any cardiac 
enlargement or any sign of congestive failure, either left or right 
ventricular, and absence of any valvular disease, hypertension, thyTO- 
toxicosis, etc., after careful examination to account for the cardiac 
symptoms would distinguish cardiac failure. In cases, where neuro- 
circulatory asthenia complicates organic heart disease^ the dis- 
proportion between the symptoms and signs, and nervous instability 
of the patient should lead to a correct diagnosis. The difference 
between anginal pain and neurocirculatory asthenia has been already 
described elsewhere (see page 9). 

Prognosis. — Neurocirculatory’ asthenia is a purely functional 
disturbance and so does not shorten life, but it may cause severe 
incapacity. The patient may be Incapable of any useful work because 
of his symptoms. With careful management however, a 
large number can be restored to normal function. When a 
definite infection like tuberculosis is found, prognosis wdll depend 
on such infections. The mental attitude of the patient and his 
psychological reactions to the surroundings are important factors In 
deciding prognosis. 

Treatment, — A general reassurance of the patient and encourage- 
ment wiJi considerably help in the treatment If some obvious 
physical cause is found this should be treated. Patient should be 
encouraged to take exercise in open air. The amount of exercise 
should not cause discomfort or fatigue. Breathing exercises are also 
beneficial. In patients with severe symptoms, sedatives may be 
necessary at the initial stages. IMversional or occupational therapy 
may also be employed. 
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DISEASES OF THE URINARY SYSTEM 
CHAPTER I 

INTRODUCTION, INTERROGATION AND CASE-TAKING 

General considerations. — The kidneys can be described as filters 
with a power .of discretion... In the first instance, they filter out water 
and non-colloidal constituents of plasma and then reabsorb water 
and certain substances which are necessary for the maintenance of 
an optimum composition of the plasma and the body fluids. Thus, 
the waste products of metabolism or other undesirable elements are 
eliminated from the body without undue loss of fluids and other 
anbstances of value. 

The efructure of the kidneys consists of a collection of units 
called nephrons. Each nephron consists of three parts: — 

1. GIomeruIiM. — ^Thls consists of a capillary tuft fed by an 
alTerent arteriole from the interlobular branches of the arterial arches 

‘ formed by branches of the renal artery between the cortex and the 
medulla of the kidney. An efferent vessel emerges from the capillary 
tuft and breaks up again into a network of capillaries around the renal 
tubules and finally drains into the veins. 

2. Botoman’s capsule . — This consists of a sac lined by a single 
layer of fl^tened epithelium, into which the glomerular tuft in- 
vaginates leaving a crescentic space between the two layers of the 
capsule. 

3. Tubule . — ^This arises from the Bowman’s capsule and con- 
sists of first convoluted tubule, descending and ascending loops of 
Henle. second convoluted tubule and the collecting tubules which 
open by ducts on the renal pyramids. The tubule is lined mostly by 
cubical cells except in the descending loop of Henle where the cells 
are flattened. 

The gloraenili provide the filtration surface, the filtrate 
(plasma minus its colloids), collects in the Bowman’s capsule and 
undergoes differential absorption and concentration in its passage 
through the tubules. It is also believed that the tu^lar cells may 
CTcrete some waste products from the plasma to some extent (as 
urea .and^sulpHate) and f orm aubst ances like hippuric acid and 
ammonia. 

In health, all the glomeruli in the kidneys (about 2,000,000) do 
not function simultaneously. A large number- are In a state of 
collapse and are held as a reserve for times of increased work. 
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The function of the glomeruli is more or less passive, namely 
filtration. amount of filtration is controlled by the number of 
glomeruli functioning at a given time and therefore depends on the 
amount of b^os^d circulating through the kidney. It also depends on 
the arteriolar pressure. Gtomerular filtrate may vary from 40 to 60 
litres a day. The total urinary output however is much smalleV 
(ahout one and h alf I jtre) indicating the remarkable power of the 
tubules for absorbing water. Tubules also absorb certain substances 
from the glomerular filtrate like glucose and chloride provided they 
are present in amounts less than a certain maximum. These are 
therefore called threshold substances. Others like urea,, uric acid, 
etc., are not absorbed at all (noQ'thrcsboId substances). These there- 
fore undergo enormous concentration in urine. This concentrating 
power of the kidney is the most important indication of its func- 
tional efficiency and is measured by thfj specific gravity of the urine. 
The lowering of concentrating power and fixation of the specific 
gravity at a low constant level irrespective of fiuid intake are indica- 
tions of severe Impairment of kidney function. 

Manifestations of kidney diseases. — ^The first effect of patho- 
logical changes in the renal units is an alteration in the quality and 
quantity of the urine. Of these changes the presence of albumin in the 
urine and of some formed el^entsjike Msts in the urinary~'3eposits 
is most significant. The former Indicating increased permeability 
of the glomerular capillaries and the latter, degenerative changes In 
the tubules. Another important change is in the specific gravity of 
urine: a low specific gravity when Quid intake js restricted being an 
indication of^deScIeRf kidney 'function. The significance of these 
abnormalities will be more fully discussed later on. 

When pathological changes in the kidneys are severe enough to 
impair the function sufficiently, they fail to act as regulators of 
blood and body fluids and a complex disturbance of metabolism 
develops known as Kraemia, The earliest manifestation of such 
disturbance is shown by an abnormal accumulation of urea and other 
nitrogenous waste products in blood {azotaemia'). 

Besides these, two other important manifestations associated 
with kidney disease are oedema and hypertension. Although their 
connection with certain forms of kidney diseases has been established, 
their pathogenesis Is still a matter of discussion. 

Classification of kidney diseases. — Since the time of Richard 
Bnght who for the first time gave a comprehensive description of a 
group of cases and correlated them with pathological changes in 
Vo aU 

and non-neoplastic diseases of the kidneys as Bright’s disease. Wth 
the advancement of our knowledge it was found that under the 
general description of kidney diseases by Bright there were several 
different entities with verj' different atiologj’ and pathogenes'is. A 
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IMJriod of confusion in terminologj’ and in correlation between clinical 
findings with post mortem changes then followed. 

It is now customary to classify Bright’s disease on a patho- 
logical basis into three mam groups — infiammatory, degenerative and 
vascular. The site of primary involvemwiF }s also different in the 

three groups. Thus, the inHammatoi^’ group first starts in glomerulus, 

the d egener ative in_ the” tubuTra and the vascular diseases in_the 
arterioles' suppljdng” the nephrons. But as these structures are 
interdependent on each other, wherever the disease starts others 
may ultimately be affected. A mixed picture may thus be produced 
w'liich was the cause of so much confusion before. 

Thus the diffuse glomerulonephritis of the first group starting 
as an inflammation ol the giomeruU in the acute stage leads to 
extensive fatty degeneration of the tubules in the subacute stage and 
atrophy of the nephrons with replacement fibrosis and vascular 
sclerosis in the chronic stage. It may therefore resemble lipoid 
nephrosis of the degenerative group in the subacute stage and the 
arteriolosclerotic kidney of the vascular group in its chronic stage 
both pathologically and clinically. 


Pi" 31. Tlirc«* mcriupping cirr!e« dton-iag the intor-relatior 
brtwei'u ihe of kidney 

These facts have been illustrated by three overlapping circles 
representing the glomeruli, tubules and the blood vessels with 
interstitial tissue. (Fig. 31). 
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Investigation and case^taking. Age. — ^The astiology of kidnej* 
diseases is different at different ages. In childhood and adolescence, 
glomerulonephritis, acute or subacute, is most common. The chronic 
stage may run into adult age. In middle-aged patients, kidneys are 
mostly affected by arteriolosclerosis accompanying hypertension and 
in old age by atheroma. The kidney changes accompanying malig- 
nant type of hypertension occur at earlier age and such cases are 
often confused with chronic glomerulonephritis. 

Sex. — Glomerulonephritis occurs in both sexes almost equally. 
In females, pregnancy is an important cause of nephrosis, and 
manifestation of latent or occult nephritis during a pregnancy should 
also be remembered. 

Occupation. — This is unimportant so far as glomerulonephritis is 
concerned. In cases of hypertensive kidneys the same consideration 
applies as in hypertension. 

Complaints. — A. Urinary symptoms . — (i) Increased frequency 
of micturition may be due to actual increase in the total quantity of 
urin e wh ich is called poZyHrta; or It may be due to increased irrita- 
bility of the bladder or urinary passages so that a constant desire for 
micturition is present. This may be due to pyelit is, cj'stitis,/ uijinary 
calculirabnormal constituents In the urine, nephritis, tuberculosis of 
kidneys etc., or reflex irritation from neighbouring organs. Causes of 
polyuria >^’111 be discussed later. 

I^octuroal frequency is characteristic of chronic nephritis or 
nephrosclerosis due to vascular causes. When the heart is failing 
the improved circulation during sleep due to rest to the heart causes 
increased urinary flow. 

(uJ''OUguria (scanty urine) or onwrio {absence of urine) may 
be due to mechanical obstruction to urinary passages, disturbances 
in the nerve supply of the bladder or due to actual diminution in the 
secretion of urine. Causes of oliguria or anuria will be discussed 
later. 

(iti) Dysuria or diflicutty in micturition is mostly due to 
surgical conations in the bladder or urethra. 

(iu) Haemaiiiria or blood in urine may vary considerably in 
quantity from a few microscopical red blood cells in urine to frankly 
hsmorrhagic urine. Small quantities of blood when intimately mixed 
with urine gives it a turbid smoky appearance. In cases of hjematuria it 
should be noted whether the blood comes at the start or at the end 
of micturition or whether It is intimately mixed with urine. Blood 
at the start of micturition is usually from the urethra and blood at 
the end of micturition is from the bladder. When the blood is inti- 
mately mixed with urine it is of renal origin. Causes and differen- 
tial diagnosis will be discussed later on. 

B. General symptoms. — (i) Dropsy or CEdema . — (Edema of 
more or less generalised distribution occurs tn acute and subacute 



106 


URINARY S)'STE.M 


glomerulonephritis. CEdema first appears in eyelids and face be- 
cause of the loose intercellular spaces. When cedema develops rapidly 
it appears almost simultaneously all over the body. The severity of 
(edema may vary from Slight pufllnes.s of the face specially in the 
morning to extensive generalised swelling or anasarca with accumu- 
lation of fluid in the serous cavities. The patient has a very charac- 
teristic appearan^ce in such a state. 

The pathogenesis of cedema. its causes, differential diagnosis 
and treatment will be described later on (see page 123). 

• (ii) Cardtovdscular symptoms secondary to hypertension (see 
page -59} or heart failure may -be present specially in chronic 
glomerulonephritis and ocea^onally in the acute stage. They may 
al.so be present in hypertensive nephrosclerosis. 

(til) Nervous aymptotna of hypertensive encephalopathy (see 
page 59) occasionally mark the onset of acute glomerulonephritis 
in children. It may' also occur in the chronic stage of nephritis. 
Other nervous symptoms are; those due to uraemia and may occur in 
the course of chrome and less commonly of acute glomerulonephritis, 
in hypertension with kidney changes or in severe cases of acute 
nephrosis. These symptoms are headache, droivsiaess or lethargy', 
tn-itchings and convulsions, loss of consciousness etc. 

(if) GrtS(ro-irttcs(i«al symptoms . — These also appear when 
uremia develops. Symptoms are anorexia, nausea, vomiting, diarr- 
htea, hiccough. 

tu) Respiratory symptoms.— Increased rate and depth of res- 
piration specially u'lth a hissing sound occurs in unemia. Z-ess often 
paroxysmal dyspnaa called renal.asikma may occur. Very rarely 
cedema of glottis or lung may complicate subacute nephritis causing 
sudden intense dyspneea. 

(vi) Visual sympioMs . — Dimness of vision due to retinal 
changes may occur in chronic or rarely in acute stages of glomerulo- 
nephritis and in hypertension with kidney disease. 

(vii) General yrowth and development . — (Tronic kidney disease 
from early childhood leads to stunting of growth or infantilism and 
deformity of bones from disturbance of calcium metabolism called 
rejftil Tickets. 

History of past illness. — As changes in the urine and the general 
symptoms simulating those of kidney diseases may be produced by 
a large number of extrarenal conditions, the past history should be 
recorded according to the general plan, but special enquiry must be 
maderfor the following: — 

(i) Symptoms suggesting early stages of glomerulonephritis 
which are often too inconspicuous to attract attention, e.y., slight 
puffiness of the face or eye-lids specially in the morning after getting 
up from bed, following attacdis of febrile cold, tonsillitis or other 
acute infective fevers. 
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(i») Conditions whichi are known to predispose to, nephritis such 
as : — • • 

(o) Acut^lnfective fevers like scarlet fever, measles, diphtheria 
or smallpox. 

(b) Acute or chronic infections of the upper respiratory tract 

an^ middle ear. • * 

(c) Impetigo and ,pyodermia. 

(ill) ^p^ension. Cardiac or nervous symptoms of hyperten- 
sion should be asked for specially in elderly people. 

(ii’) In j)atients wth cedema, early symptoms of heart failura, 
causes of heart disease, conditions that may lead to anemia and 
cachexia. 

' (v) Administration of drugs containing merc ury, arsenic, gold, 

bismuth etc., which may cause mild or severe nephrosis. 

(vi) Prolonged suppurative processes In the body which may 
lead to amyloid nephrosis. 

Family history. — Except in the hypertensive kidney disease, 
familial incidence is not common in kidney diseases, 

Personal history. — Conditions predisposing to streptofioccal 
infection of the upper respiratory tract such as dampness, overcrowd- 
ing and unhygienic surroundings are important. 

PHYSICAL EXAMINATIOK 

General examination . — State of consciousness.— -Unusual lassi- 
tude or drowsiness or actual coma in the presence of kidney disease 
indicates uremia. 

State of nounsAwieiif.— Emaciation, and in children retarded 
growth occur in chronic nephritis. Inanition due to any cause may 
cause (sdema and may simulate renal dropsy. 

Pallor , — Severe pallor is common in acute and subacute nephritis. 
In chronic nephritis or in/ chronic uramia also there are ansmia and 
pallor. Severe ansemia due to other causes may cause pufiiness of 
face and ankles etc., simulating renal dropsy. 

(Edema . — Severe generalised cedema is called onasarca and is 
characteristic of subacute nephritis, less edten of acute nephritis. It 
■is also a characteristic sign of the very rare disease lipoid nephrosis. 
In renal cedema the face is early and severely affected. The eyelids 
almost close the palpebral fissure and cedema below the chin produces 
a double-chin appearance. i 

In chronic nephritis or in kidney of hypertension cedema of 
dependent parts only may be present due to congestive cardiac 
failure from hypertension. * 

Dyspnoea . — In contrast to heart failure, even severely cederaatou.*! 
patients in subacute nephritis are free from dyspneea. This may 
however occur when there is heart' failure secondary to hypertension 
or when ur$mia develops. Very rarely cedema of glottis may cause 
intense dyspneea. 
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Purpura . — Rarely purpuric hamorrhages may occur in the skin 
in uramia. 

Examination of the urinary system. — The kidneys being situated 
deeply in the abdomen ate not easily aecesslble to physical methods 
of examination. Except in cases of tumours, hydronephrosis or 
polycystic kidnej-s, physical examination of the kidneys is not of 
much clinical importance. The upper pole of the right kidney reaches 
upto the lower border of the eleventh rib. The lower pole of the right 
kidney is one inch and that of the left one and half inch above the 
highest point of the iliac crest and they lie about three inches away 
on either side of the middle line. 



Pig. 3J. Method of palpation of tli« right kidney. 

Palpation of the Tiidneys ^ — ^To palpate the right kidney, the 
physician stands on the right side of the patient who is lying On bis 
back with the knees drawn up. The left hand is placed at the back 
of the patient just below the last rib and outside the quadratus Ium« 
bonim muscle and pressed forwards. The right hand is placed on the 
abdomen with the fingers pointing to the middle line about one inch 
above the umbelicus and outside the lateral border of the rectus. 
The hands are pressed so as to approach each other and the patient 
is asked to take a deep breath. The lower pole of the kidney will 
be felt by the upper border of the fingers at the end of inspiration 
specially in patients with lax abdominal wall. 

The left kidney can be similarly felt standing on the left side 
and using opposite hands as before. 
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In movable kidney, ov,ing to the looseness of the supporting 
ligaments, the kidnej's are abnormally mobile with respiration and 
even the upper pole may be palpable. When a kidney can be moved 
about in the abdomen it is call^ floating hxdney. 

Swellings of the kidneys, either neoplastic, hydronephrotic or 
polycystic, project forwards owing to Jess resistance and are readily 
felt by abdominal palpation. There is a characteristic band of 
resonance over renal swellings due to the position of the colon in 
front. 

Tenderness on palpation of , the kidneys or on pressure in the 
renal angle behind may be due to stone in the kidney, p yelitis, 
pyel onephr itis, tuberculous kidney or ■^5^Kneph^ic'^Dflammatiotl. 

Exalnination of liriifei-^^^iseases of the kjdnej^^ are' alw'aj'S 
associated with some alteration in the urine. Therefore, this is the 
most Important investigation in cases of suspected kidney disease. 
The details of the examination of urine and the significance of the 
urinary abnormalities vrill be described under special investigations. 

Examination of the cardiovascular system. — This should be done 
according to the routine procedure for the examination of the heart 
and blood vessels. Special attention should be given to blood pressure, 
condition of the arteries, left ventricular hypertrophy and signs of 
cardiac failure. 

Some rise in blood pressure Is common in glomerulonephritis 
and is the rule In its chronic stage. Evidences of left ventricular 
enlargement, vascular changes and cardiac failure depend on the 
duration and degree of hypertension. 

Raised blood pressure with its accompanying cardio\’asctdar 
changes due to essential hypertension may also be associated with 
urinary abnormality or inefficient kidney function. 

Examination of the respiratory system. — This should be done 
according to the usual routine proc^ure. 

Wheezing and rales with parox>'smal dyspnea resembling 
asthma may occur in uremia. 

Occasionally, secondary infection w'ith bronchitis, bronchopneu- 
monia. pleurisy etc., may complicate subacute or chronic nephritis. 

(Edema of the lungs or glottis is a very rare complication in 
acute or subacute nephritis. 

Examination of the alimentary system. — Gastro-intestinal symp- 
toms may be very prominent in cases of ursemia. These have been 
already mentioned. 

In the mouth and ora! cavity, a heavily furred dry’ tongue, 
stomatitis, bleeding gums and foul odour are important signs of 
unemia. 

In the abdomen, very little can be found by* examination. Ascites 
associated with general anasarca occurs in subacute nephritis and 
lipoid nephrosis. 
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Examination of the nervous system. — Patient’s mental condi- 
tion and state of consciousness should be noted. Drowsiness, 
lethargj-, stupor or coma are signs of uramia. 

Objective signs of nerve lesion are not common except as tern- 
porarjr’ phenomena in hj'pertensive encephalopathy accompan^nng 
acute or chronic nephritis. In unemie coma, the deep reflexes may 
be lost and plantar reflexes may be extensor in character. 

Examination of the retina. — ^The fundus oculi should be exa- 
mined ^vith an ophthalmoscope after dilating the pupil with a few 
drops of lotio homatropine 1%. The optic disc should be examined 
for the presence of any odema, the retina for any white exudates 
and hemorrhages, and the blood vessels for any arteriosclerotic 
changes. 

Changes in the retina like those described under hypertensive 
neuroretinopalhy (see page 32) are also seen in chronic nephritis 
and less often in acute nepbntis. These changes are equally ominous as 
in cases of essentia! hypertension. The exact pathogenesis of these 
changes is still uncertain but tbeir association with hypertension 
and vascular changes has been established. 

Special Investigations.— L Examination of the urine. A. Physical 
characters, — 1. Quantity in ticenty^four hours. — Normally, about two- 
thirds of the total fluid intake Is excreted as urine in twenty-four 
hours. An increase in the total secretion is called polyuria, a decrease 
is called oliguria and complete absence of renal secretion is called 
anuria. 

Causes of polyuria. — (a) Excessive intake of fluid, (b) Diabetes 
mcIUtus. (c) Chronic nephritis and nephrosclerosis (due to Joss 
of concentrating power, the kidnej-s try to compensate by producing 
large volume of dilute urine), (d) Diabetes insipidus (due to defi- 
ciency of posterior pituitary), (e) Administration of diuretics like 
alkaline citrates and acetates, urea, caffeine derivatives, mercurial 
preparations or taking of tea and coffee. (/) Nervous excitement. 

Causes of olipiiria. — (a) Diminished intake of fluid, (b) Exces- 
sive loss of fluids from the body by purging, vomiting and sweating, 
(c) States of circulators’ collapse as shock and hasmoirhage. (d) 
Passive venous congestion of the kidneys as in congestive cardiac 
failure, (c) Acute and subacute nephritis and acute nephrosis. (/) 

In hismoglobinuria due to blackwaler fever, unmatched transfusion 
etc. {g) Intestinal obstruction and paraljlic ileus, (h) Crush 
injuries. 

Causes o( anuria (suppression of «ri«e). — There is no secretion of 
urine and the bladder is empty. 

(а) Conditions causing oliguria may in extreme cases proceed to 
anuria. 

(б) Reflex anuria — operations on kidnej3 or bladder may cause 
reflex suppression of urine. 
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Retention of urine. — In such cases, the bladder is distended and 
the patient cannot pass urine in spite of strong attempts due to (a) 
mechanical obstruction In the urethra such as by stone, stricture or 
by enlarged prostate, (6) disturbance of the nerve supply to the 
bladder so that the reflex co-ordination between the sphincter and 
detrusor muscles is lost as in spinal injuries. 

2. Colour of the urine. — ^Normally the colour of the urine is light 
straw yellow. The depth of the colour depends on concentration of 
the pigments. The normal urinary pigments are urochrome and 
yrobjlinogen, the latter turns into urobilin on standing. 

Dark coloured or high coloured urine may be due to — 

(a) Increased concentration — In conditions of oliguria where the 
,J 5 idney function is unimpaired, urine of high specific gravity is 
rproduced and pigments are concentrated to produce a deep colour, 
lo Excess of urobilinogen and urobilin ns in some (i) febrile 
such as malaria, influenza, (it) hsmoi^'tic jaundice and (iii) 
defective liver function. 

Presence of Wlirubirt as in obstructive jaundice. 

Presence of blood either as hamaturia or htemoglobinuria. 
The various changes in colour of the urine with their causes are 
shown in table vi. 



Table VI. 


Cblour, 

Cause. 

Identification. 

Deep orange, 
yellow. 

Concentrated urine or ex 
cess of urobilinogen and 
urobilin. 

Ebccess of urobilinogen 
gives cherry red colour 
with Ehrlich's diazo 
reagent. Urobilin pro- 
duces a characteristic 

1 spectrum on spectros- 
c copy. 

Reddish orange, 
reddish brown 
or cherry red. 

Administration of Fronto- 
sll rubrum. Pyiidium. 
Amidopyrln. Anilinedyes ; 
%vith s\veets. Beetroot, i 
) rhubarb or senna. 

1 

1 

Dull red. red or 
dark reddish 
brown. 

(a) Presence of blood 
(haematuna) or altered 
blood fmethaemoglobi- 
nurla). 

<bl Administration of rhu- | 
barb or senna. j 

‘ (a) Red blood cells on 
microscopy or chemical 
tests for blood and 

1 spectroscopy'. 

(b) Turns pink with 
alkalies. 

Port-wine 

colour. 

Haemaloporphyrin In unne I 
due either to congenital j 
metabolic error, sulpho- . 
nal or sulphanDamide 1 
poisoning or ctrrhosia fit 
liver. 1 

, Characteristic spectrum on 
spectroscopy. 
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Table VI.— Con W. 


Colour. 

1 Cause. 

Identification. 

Brownish- 

black. 

1 (a) jEbccess of haemoglobm 
1 or methaemoglobin as In 
1 blackwater fever. 

(a) Characteristic spec- 
trum, on spectroscopy. 


1 (b) Alkaptonuria due to 
1 presence of homoger.* 

1 ttsk acid derived from 
Incomplete breaking 

down of tyrosine (a 
congenital metabolic er- 
ror). 

(b) Urine turns black on 
standing or addition of 
alkalies. Reduces Fehl- 
mg's solution but does 
not ferment with yeast. 


Ic) Melanlnuria In malig- 
nant melanoma. 

j 

(c) Black precipitate with 
feme chloride solution 
j dissolved in excess of 

[ the reagent giving black 

' solution. 


(d) Excess of WIe. 

} (d) Gmetin's test with 
{ nitric acid or other tests 

1 for bUirubin. 

X>eep Telimv. 

(a) Administration of 
santonin. 

(b) Smalt quantities of 
bile. 

(a) Turns roseplnk with 
alkalies. 

(b) Gmelln'a test or other 
tests for bilirubin. 

Greenish or 
greenish black 

Administration of carbolic 
acid, esiol. creosote, 
naphthol etc. 

1 

White or yellow precipi- 
tate with bromine water 
There may be reduction 
with Fehhng’s or Bene- 
dict's solution. 

Blue. 

i 

Administration of methy- , 
lene blue. 

1 

Colour disappears on boil- 
ing urine with glucose 
after making it strongly 
alkaline with NaOK. 


3. Transparency of the urine. — Normally, the urine should be 
clear and transparent. Cloudiness and turbidity may sometimes 
occur. 

The common causes of turbid urine are — (a) excess of phosphates 
in alkaline urine, (b) pus In the urine and (c) blood in the urine. 

Rarely excess of urates, oxalates or mucus may give rise to 
cloudiness. A milky white appearance occurs in chyluria due to 
rupture of obstructed lymphatics in filariasis. 

Microscopical examination of the centrifuged deposit readily dis- 
tinguishes the crystals of phosphates, oxalates or urates. Pus cells 
and red blood celts can also be easily identified. 

A fine opalescence persisting after filtration is due to presence of 
bacteria in the urine. 
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4. Reaction of urine. — This may be either acid or alkaline depend- 
ing on various extrarenal and metabolic factors. 

5. Spcci^c gravity of itriiic. — ^The specific gravity of the urine 
depends on the concentration of its dissolved constituents. The 
kidneys possess wide power of concentrating the urine according to 
the fluid needs of the body. On a restricted fluid intake, the healthy 
kidneys can produce a highly concentrated urine of small volume 
but of high specific gravity (1025 or above), on the other hand a 
large draught of water will produce a large volume of dilute urine 
with very low specific gravity. 

As the concentrating power of the kidneys depends on the vital 
activity of the renal tubules, the specific gravity under restricted 
conditions of fluid intake is a reliable index of the functional efficiency 
of the kidneys. When renal function is impaired a large volume of 
dilute urine is produced to keep the total excretion of solids in 
twenty-four hours constant as a compensatory measure, and even if 
the fluid intake is restricted a high specific gravity of urine cannot 
be reached. 

It has been seen that a specific gravity of about 1010 is the limit 
to which the concentrating power of the kidnej's can be lowered by 
progressive damage. The power of producing dilute urine of low 
specific gravity is also gradually lost in progressive damage to the 
kidneys, so that finally the specific gravity of the urine remains 
constant near about at 1010 independent of the fiuid intake. This is 
called fixation of specific gravity and is an indication of severe impair- 
ment of kidney function. 

Specific gravity of a random sample of urine is of no significance 
so far as renal function is concerned. This should be measured \mder 
standard conditions of fiuid intake. For the concentration test, the 
patient should be on a fiuid free diet for twenty-four hours and the 
specific gravity of urine collected during the second twelve hours of 
this period should he measured. This should be over 1025, frequently 
it reaches 1034 or over In healthy Individuals, 

Specific gravity is also high when there is sugar in the urine as 
in diabetes melUtus. 

B. Abnormal chemical constituents. — Albumin, sugar, ketone 
bodies, bile pigments and salts and indican are the common chemical 
abnormalities present in urine under pathological conditions. 

atbuTtiln, tVie preaence of tbe other ahncrraat eonsttiuenta 
in urine does not depend on the pathological conditions of the kidneys, 
but on extrarenal or metabolic factors. The kidneys only excrete 
them as toxic waste products when produced in the system (as 
ketone bodies, indican) or when their concentration in blood rises 
above the renal threshold (as glucose, bilirubin). 

Albumin in the urine should be looked for in all cases suspected 
of kidney disease. 
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Causea of alhioninuria . — The term albuminuria does not mean the 
presence of albumin alone, hut it includes all proteins which may be 
present in the urine giving positive reaction \vith the common tests. 
It includes serum-albumin, senim-glogulln, mucin etc. Serum- 
albumin however is most commonly and abundantly present in urine. 
(See appendix B.) 

(o) Benign, functional or orthostatic albuminuria. — In some young 
persons and adolescents, albumin may be present in urine without 
any other evidence of kidney disease or of impaired kidney function. 
In such cases, albumin is particularly present in unne passed after 
the patient has been in erect posture for some time, whereas the first 
urine passed after waking up from sleep in the morning may be free 
from albumin. In athletes, urine passed after severe muscular 
exertion also has been found to contain albumin. 

(h) All varieties of Bright’s disease. 

(c) Passive venous congestion due to (i) congestive cardiac 
failure, (ii) pressure on renal veins by huge ascites or abdominal 
tumours, (iil) hjpostasis in comatose patients. 

(d) Residual albuminuria. — Sometimes after an acute attack of 
glomerulonephritis, kidneys may completely recover, but slight 
albuminuria persists. 

3/echani»nt of albuminuria . — As has been mentioned in the intro- 
duction, the glomerular capillaries and the epithelium of the 
Bowman’s capsule are impenneabie to colloids of the plasma, the 
main bulk of which consists of the proteins, albumin, globulin and 
fibrinogen. When, however, the permeability of the capillary endo- 
thelium is increased, larger colloid molecules are allowed to pass. 
As albumin has the smallest molecules amongst the colloids, it is 
found in greatest amount in urine; globulin is only rarely found and 
fibrinogen least often. It is believed therefore, that albuminuria in 
renal diseases is due to passage of plasma albumin through hyper- 
permeable glomeruli. 

It is also known that proteins, which are not normally present 
free in the plasma, if present as such are readily excreted in the urine 
as foreign elements. Thus, bamoglobin. If free in the plasma as in 
conditions of bsmolysis is readily excreted in the kidney and this is 
accompanied by escape of native plasma albumin. Similarly, egg 
albumin or any other foreign protein injected Into circulation readily 
passes out in urine. It has therefore, been suggested that some alte- 
ration in the composition of plasma proteins is the cause of albumi- 
nuria in certain kidney diseases as Uixiid nephrosis, because no 
demonstrable damage to the glomerulus is found in this disease. 
Such change in the plasma proteins however, has not been demons- 
trated. 

The suggestion that albumin may be added to the urine f™™ 
degeneration and disintegration of the tubular cells, also lacks 
support. Even if some amount of protein may be thus derived, this 
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cannot explain the heavy albuminuria seen in severe tubular degene- 
ration as in subacute nephritis or lipoid nephrosis. 

Other proteins and proteoses in «riHe. — Proteins other than albumin 
and globulin such as Bence-Jones protein, proteoses, nucleoproteins, 
haimogiobin etc., may appear in the urine. Their presence however, 
is not associated with kidney disease. 

Bence-Jones protein, which is precipitated at 40® to 55°C and 
dissolved on boiling, is present in urine of patients with multiple 
myeloma. 

Proteoses are not coagulated by heat and are precipitated on 
saturation with ammonium aulphate. These are present in cases of 
pneumonia, asthma or when there is tissue autolysis in the body. 

C. J/tcroscopical examtnatiou of urinory deposits. — ^The urinary 
deposits are of two groups — unorganised and organised. 

I7norga«tscd deposits. — (o> Phosphates, uric acid, urates and 
oxalates are present normally depending on the reaction and concen- 
tration of the urine, nature of food intake and some metabolic 
factors. 

(&) Certain amino-acids like cystine, tyrosine, and leucine may 
appear in the urine In crystalline form. C^'sUnuria is due to an in* 
bom error of metabolism while tyrosine and leucine crystals in urine 
occur in acute yellow atrophy of liver (acute hepatic necrosis). 

Organised deposits . — These are more important as indicators of 
local pathological changes in the kidneys. 

(o) Red Mood corpttscics . — ^These may escape in the urine due to 
local damage or Increased permeability of the glomerular capillaries 
or they may be added to the ludne due to haemorrhage in the urinary 
passages from local disease or injury in the kidney, ureter, bladder 
and urethra, and from general bsmorrfaagic states. The causes of 
hsmaturia will be discussed later. 



Fig. ."3. UrinAiy casts. — (a) Hyaline cast, (b) Granular 
cn<it, (c)Epitlie]Ial cost, (d) Blood cast. 

(b) Pits cells . — Presence of pus cells in urine indicate inflamma- 
tion or suppuration in the kidney or urinary passages. Causes and 

8 
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differential diagnosis of pjTiria (pus in urine) will be discussed later 
on. 

(c) Epithelial cells . — Various forms of epithelial cells may appear 
in the urine. Depending on their source, they may be spherical, 
cubical, polygonal, columnar or squamous in type. Epithelial cells 
of renal origin may appear in acute nephritis. Irritative conditions 
fn the urinary passages may produce large number of epithelial cells 
in urine. The clinical importance of epithelial cells in urine is, how- 
ever, very little. 

(d) . Casts. — ^These are microscopical cylindrical bodies formed by 
inspissation of albuminous materials inside the renal tubules and 
therefore taking up their shape and frequently entangling various 
elements such as denuded or degenerated tubular cells, red blood cells 
etc. There are several varieties of easts such as follows;— 

(i) Eyalinc casts . — ^These are homogeneous and transparent in 
appearance. Tlicy are moat commonly found and are of least signi- 
ficance when present alone. They may be prefeent in any variety of 
albuminuria and In all varieties of Bright’s disease. 

(*i) Gramilar casts . — These show a ceaxsriy granular and opaque 
appearance due to presence of granular debris from degenerated 
tubular epithelial cells. Their presence in large numbers indicates 
severe degenerative changes in tubular epithelium. They are present 
in subacute and chronic nephritis, severe cases of nephrosis, 
nephrosclerosis and passive venous congestion of kidneys. 

(iii) Epithelial casts . — These contain epithelial cells from renal 
tubules. Their presence Indicates denudation of tubular epithelium 
and they may be precursors of granular or fatty casts. They are 
commonly seen in acute nephritis. 

(lu) Fatty casts . — These contnln numerous fat droplets due to 
fatty degeneration of the tubular cells. Sometimes, doubly refrac- 
tile lipoid material may be present. They are seen in subacute 
nephritis or In lipoid nephrosis. 

(v) Blood casts , — ^\Vhen red blood corpuscles are present in the 
casts, they are called blood casts. They indicate some hsmorrhage 
in the glomerular space, ns in acute nephritis. 

(vi) Leucocyte casts . — ^These contain leucocytes. Their presence 
inificates escape of leucocytes from glomeruli and they may be seen 
in acute nephritis. 

(vii) Cylindroids . — ^These are hyaline flat or band like bodies 
much longer than casts, frequently branched or folded on themselves 
and tapeiing'ip a j>olnt at the ends. They are of no pathological 
Bignificance. 

n. Examination of blood.— The nitrogenous waste products of 
metabolism are almost entirely excreted by the kidneys. In impair- 
ment of kidney function therefore, there will be a retention of these 
products in the blood. Cert^ other alterations in the blood 
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chemistrj’ also occur in various kidney diseases. Hence a study of 
the blood chemistry is of great importance. 

The following table shows the normal concentrations of various 
chemical constituents of blood which are likely to undergo alteration 
in kidney diseases. 


Table Vn 


Substance. 

Concentration. 

Urea 

Non protein nitrogen (N.P.N.) 
Uric acid 

Creatinlny 

Plasma proteins . . 

AJbumin 

Globulm 

Cholesterol 

Chlorides (Plasma) . . 

Phosphates 

Calcium 

20 to 40 mgm. per 100 c.c. 

20 to 40 mgm. „ „ 

2 to 3.S mgm. „ „ 

1 to 1.5 mgm. „ „ 

75 per cent. 

66 .. .. 

1.9 „ .. 

180 to 220 mgm. per 100 c.c. 

600 mgm. „ „ 

35 mgm. „ „ 

9 to 11 mgm. „ „ 


Non'protein nitrogenous bodies in Wood.— These are the end pro- 
ducts of protein metabolism and consist mainly of xmca, uric acid 
and creatinine. These can be estimated individually or collectively 
as total non-protein nitrogen (N.P.N.). An Increase of these bodies 
in blood Is called azotaemia. 

The concentration of these substances in blood depends on the 
balance between their production and excretion, i.e., the amount of 
protein food and tissue wasting on the one hand and the excretory 
function of the kidneys on the other hand. Blood urea is most 
liable to be affected by both exogenous and endogenous protein 
metabolism and creatinine, by endogenous metabolism alone. Uric 
acid in blood is liable to increase in a disturbance of purine (nucleo- 
proteins) metabolism apart from other proteins, as in gout. 

Excretion through the kidney nay fall either due to lack of 
concentrating power of the kidney (renal failure) or to a decrease 
in the glomenilar filtration due to extrarenal factors. Azobsmia 
therefore can be renal or extrarenal in origin. 

Causes of high blood urea and (asofaemia)^^ A. Renal — 

Due to a failure of the concentrating power of the kidneys In various 
forms of Bright’s disease. e,g . — 

(i) Glomerulonephritis — ^Most commonly in chronic stage, less 
often in acute and rarely in subacute stage. 

(ii) Kidney of hypertension — specially in malignant hypertension. 

(iii) Necrotising nephrosis. 

(iu) Severe and long standing cases of amyloid kidney. 

B. Extrarenal. — Due to a diminished secretion of urine from 
extrarenal factors, although the concentrating power of kidnej’s 
remains normal. 
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(i) Conditions associated with dehydration, hypochlorxmla. 
acidosis, alkalosis, shock or renal anoxia c.g . — severe vomiting and 
purging, cholera, pyloric obstruction, high intestinal obstruction, 
Addison's disease, peripheral circulatozy failure, various causes of 
alkalosis, etc. 

(ii) Anuria associated wdth mechanical obstruction in the urinary 
passages. 

(ill) Suppression of urine associated with hsmoglobinuria e.g., 
in blackwater fever, snake poisoning etc., and in crush injuria 
(crush syndrome). 

(iv) Severe disturbance of liver function (cholsmia) as in acute 
hepatic necrosis (acute yellow atrophy), extreme cirrhosis etc. 

Plasma proteins , — These are not normally excreted in the urine. 
When there is heavy albuminuria over a long period the plaisma 
albumin is severely depleted resulting in a decrease in total plasma 
proteins — hypoproteinaunla, and the normal ratio between albumin 
and globulin is altered. The colloid osmotic tension of plasma 
consequently falls and <edema results. 

Plasma proteins are diminished in subacute nephritis and lipoid 
nephrosis. These may also be diminished in starvation or faidne 
conditions when intake of nitrogenous food is too low, and also In 
severe anseml&a due to recurrent blood-loss. 

ChoJesterol . — This is Increased in blood in subacute nephritis and 
lipoid nephrosis. It is not normally excreted in the kidneys and It 
is not increased in renal failure with ursmia. The significance of its 
rise is obscvire. 

Chlorides . — All fluids in the body contain chlorides to maintain 
an osmotic pressure. Isotonic with blood plasma. Whenever there 
is a large accumulation of fluid in the body either as sdema fluid, 
effusion in serous cavities or as exudates (as in pneumonia), chlorides 
are locked up in such accumulations. Unless suflJcient chloride is 
given in the food, there is hypochloraunia and diminished excretion 
of chlorides in urine. Loss of fluid from the body through channels 
other than the kidneys, such as vomiting, profuse diarrheea, exces- 
sive sweats etc., also entails loss of chlorides and electrolytes with 
consequent hypochlorsemia. In kidney diseases also blood chlorides 
are low or high according to whether there is adema and fluid reten- 
tion, oliguria, vomiting etc. It also depends on chloride ingestion. 

Hypochloraevtia is common in: — (a) Intestinal obstruction. (6) 
Severe vomiting and purging, (c) Severe bums, (d) Pneumonia, 
(e) Addison's disease, (/) Nephritis with cedema in some cases. 

hypercJiloraemia may occur in — (o) Some cases of nephritis, (b) 
Urinary obstruction, (c) Eclampsia. 

Phosphates . — Retention of inorganic phosphates In blood occurs 
ill uraimia due to failure of excretioa by the kidneys. 

Calcium. — Serum calcium is diminished due to phosphate reten- 
tion in ursmia. 
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Estimation of the functional efficiency of the kidneys, — 

A. Examination of vrine . — 

(i) for abnormal constitwcnts — 

The significance of various abnonnal constituents of urine has 
been discussed above. None of these can be taken as evidence of 
renai inefficiency. Thus in benign aibnminmia, or in subacute 
nephritis and lipoid nephrosis with heavy albuminuria and urinarj' 
casts, renal function is not impaired. Albumin or casts in the urine 
however serve to call for a more thorough investigation as to the 
functional efficiency of tlie kidneys- 

(ii) for concentration ond total daily excretion of various icaste 
products. 

Chemical analysis of the urine should be interpreted with due 
regard to food and fluid intake, and the amount of circulation 
through the kidneys, as these factors greatly influence the excre- 
tion and concentration of the waste products in urine. 

The following table shows the average concentration and daily 
output of various urinary constituents. 


Table Vm 


Substance 

Average 
concentration 
in urine. 

Average total output 
in twenty-four hours. 

Urea 

2 per cent 

30 g 

Uric acid 

0.02 

0.2 to 0.34 g 

Creatinine 

0.073 „ 

0.9 to 2 g 

Chloride 

0.6 „ 

10 to 13 g 

Phosphates 

0.15 » 

2.5 to 3.5 g 

Sulpl^tes 

0.18 „ 

1.5 to 3 g 


<»») For concentrating power of the kidneys. 

It can be easily estimated by measuring the specific gravity of 
urine under complete fluid restriction for 24 hours as has been 
mentioned before (see page 113), One of the earliest indications of 
impairment of renal function is the reduction of concentrating 
power. 

B. Examination of blood — 

Urea, uric acid and creatinine are normally excreted in the urine 
and these will be retained in blood if the excretory function of the 
kidneys becomes inefficient. Estimation of urea and total N.PJf. for 
the assessment of kidney function however, is tinrellable on the 
following grounds. 

(i) Increase of these substances in blood may occur in various 
extrarenal conditions (vide page 117) where the function of the 
kidney’s for excretion and concentration is unimpaired. 
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(ii) Uttle or no retention of urea and N.P.N. may occur because 
of compensatoiy polyuria, or a low protein diet, keeping the nitro* 
genous waste products within the functional limits of the Impaired 
kidnej"s. Azotamia occurs only when the compensation fails or 
when the impairment is severe. 

(iii) The height of blood urea or N.P.N. is not alwaj'S propor- 
tionate to the degree of renal failure, so that a patient with lOO mgms 
of urea per 100 cc of blood may show all symptoms of ursmia, 
whereas another with 200 mgms may be symptom-free. 

C. Examination of blood and urine simultaneously . — It has been 
shown that the rate at which the kidneys can eliminate urea from 
blood over a given time bears a relation with its concentration in 
blood and the volume of urine produced during the period. This 
fact has been utilised in devising a test of renal function independent 
of diet and fluid restriction. 

Urea clearance test. — (Alyller, McIntosh and Van Slyke). By this 
test Is measured the volume of blood which is cleared of its urea 
content in one minute. Two formula have been worked out depend- 
ing on the volume of urine produced per minute. When this is 2 cc 
or more the urea clearance is 'maximum’ (Cm) and when it is less 
than 2 cc, the clearance is called ‘standard’ (Cs). 

Cm =s ^ ^ ^ Nonnal average Cm = 75 cc 

Cs = Normal average Cs = 54 cc 

where U = concentration of urea in urine 
B s= „ „ in blood 

V = volume of urine per minalc. 

Method . — ^The patient evacuates his bladder completely and then 
refrains from any food or drink for 2 hours. Urine is collected at 
the end of 1st and the 2nd hours seperately, completely emptying the 
bladder each time, and the volume of each sample is measured. The 
urea content of each sample is also determined. The volume of 
Urine per minute is calculated by dividing total volume of each 
sample by 60. Values of U and V are thus obtained, for two one- 
hourly periods; a mean of the tw'o values is taken for final calcula- 
tion. A sample of blood is drawn from a vein midway between the 
two hourly periods and urea content is determined. Value of B is 
thus obtained. According to the value of V, maximum or standard 
clearance is calculated Trom the above fonnuls. The result of Cm 
or Cs as the case may be is expressed as a percentage of the normal 
average; 75 cc or 54 cc being taken as 100 per cent respectively. 

With this test it has been shown that urea clearance of 20 to 40% 
of normal in some cases of nephritis may be associated with normal. 
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blood urea, Indicating the wide reserve power of the kidneys and the 
unreliability of the blood urea level alone as a guide to kidney func- 
tion. Unemia does not set in if the urea clearance is over 10% and 
ursmia is always present if clearance value falls below 5%. 

D. ^;Zimt«aiton and conceRfrafton tests , — Measured quantities of 
certain substances W'hich are known to be excreted through the 
kfdnej^ are administered and their excretion in the urine is noted 
over a given period. 

(i) Water eZiminalion feet. — After complete evacuation of the 
bladder the patient is given 1 pint of water to drink. The urine 
passed in the next four hours is collected and measured. A healthy 
person with normal kidney function eliminates the total quantity of 
ivater within four hours. In impaired kidney function complete 
elimination takes a longer time. In the presence of cedema or conges- 
tive cardiac failure however this teat is useless as the water is 
deviated to the tissue spaces and hence not available for excretion 
through the kidnej’s. 

This test associated with concentration test (increase of specific 
gravity of urine on deprivation of water) gives very valuable infor- 
mation of kidney function. 

(ii) Urea concentration <eef.— -After a light meal overnight, the 
patient takes 15 gms of urea dissolved in 100 cc of water in a fasting 
stomach in the morning, after completely evacuating the bladder. 
He should pass the next 3 hours preferably in bed and refrain from 
any food or drink. Urine is collected at 1 hourly intervals for 3 
hours In separate bottles with separate labels. The concentration 
of urea in each sample is measured. Normally the maximum concen- 
tration reached is 2% in at least one of the samples. If the maximum 
concentration does not reach 1.5% in any of the samples, kidney 
function is definite!)' impaired. 

The disadvantages of this test are — (a) in cedematous patients, 
urea induces a diuresis and thus lowers the concentration of urine, 
and (b) urea causes a feeling of nausea because of its disagreeable 
taste in some patients and may even be vomited out. 

In children from 3 to 5 years half the dose should be given; the 
full dose can be given from 12 Vears upwards. 

(iii) JFxcrclion pyrioprapky.-— Some iodine containing dyes when 
injected intravenously are readily excreted by the kidneys, and 
render the urinary tract opaque to x’raj'S because of the concentra- 
tion of the dye in urine. 

Dyes commonly used are Uroselectan B, Uropac and Pyelectan, 
20 cc (containing 15 gm of tbe dye) is slowly injected in the anti- 
cubital vein; X'ray photograph taken 20 to 30 minutes after the 
injection clearly shows the kiijeys, renal pelvis with the calyces and 
the ureters. Serial pictures may be taken 10, 30 or 50 minutes after 
the injection for better study. If the kidney function is poor, the 
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dye is not sufficiently concentrated and the affected kidney is not 
visualised. Individual kidney function may thus be tested by this 
method. 

Besides the functional efficiency, this test helps to determine the 
shape, size and position of the kidneys, shape of the renal calyces, 
position of the ureters etc. The test is invaluable in the diagnosis 
of renal tumours, hydronephrosis, tuberculosis of kidneys, calculus 
in the urinary tract, abnormalities of ureters etc. 

(iv) Other testa . — Elimination test with various dyes may also 
be done. Known quantities are injected. The quantity eliminated 
in the urine over a given time is noted and compared with the 
normal. 

(a) Phe»olaulphonpkthalein teat . — $ mgms is injected intra- 
muscularly and the urine collected over 2 hours allowing 10 minutes 
for absorption. About 60 to 85 per cent of the dye is excreted in 2 
hours normally. 

(b) Indigo carmine test. — 0.1 gm of the dye is injected intra- 
muscularly. The intensity of colour of the dye in urine is examined 
as U is excreted. By collecting urine from each ureter separately 
by a ureteric catheter passed through a cystoscope function of each 
Individual kidney can be compared. 
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CHAPTER n 
CEDB&tA. 

Definition. — CEderaa is a condition of abnormal accumulation of 
fluid in the intercellular spaces and serous cavities. 

Clinical features of oedema— 

The presence of tcdema is shown by — 

(a) Swelling of subcutaneous tissues. 

(b) Stretching of superficial skin with loss of normal crevices 
and WTinkies. Skin looks shiny. 

(c) Bony prominences disappear and normal hollows on the sur« 
face are filled up. 

(d) Pitting on pressure — on persistent pressure on the part with 
a finger a pit appears due to displacement of the cedema fluid. The 
pit gradually fills up again. 

This is the most important sign of oedema. It distinguishes true 
tedema from similar swelling of subcutaneous tissue in myxcedema 
or elephantiasis (so called solid cedema) where no pitting occurs. 
Clinical manifestations of cedema do not appear until about 5 or 6 
litres of fluid have accumulated in the tissue spaces. The only 
evidence of this latent cedema is an increase of body weight. 

Distribution. — The accumulation 'Of fluid is maximum in places 
where the tissue spaces are loose as in the subcutaneous tissues, 
particularly around the eye<llds and in the face. The common sites 
where cedema appears are the eye*Iids. face, under the chin, around 
the ankles, scrotum, over the sacrum and the dorsun of the hand. 
Transudation into serous cavities like the pleural cavity (hydro- 
thorax) and peritoneal cavity (ascites) may occur. Generalised 
(Edema with transudates in serous cavities is called general anaearca. 

Pathogenesis. — CEdema is produced by a disturbance of the factors 
which normally maintain an equilibrium in the exchange of fluid, 
carri 3 -ing metabolites and gas, between the blood in the capillaries 
and the extracellular fluid in the tissue spaces. These factors are the 
(a) capillary -wall which acts as a semipermeable membrane allow- 
ing passage of water and crystalloids and retaining colloids (b) intra 
capillary pressure which tends to force water Into the tissue spaces, 
and (c) colloid osmotic pressure of plasma — which tends to retain 
water inside the capillaries. 

(a) Capillary permeability . — ^While crystalloids are free to pass 
through the capillary wall, the colloids (plasma proteins) are re- 
tained inside the capillaries. The osmotic pressure of the colloids 
antagonises the intracapillary pressure and tends to absorb water 
from the tissue spaces which contain little or no colloids. 

If the capillary wall is damaged colloids are allowed to pass into 
the tissue spaces. The plasma colloid osmotic pressure is thus 
partially neutralised, absorption of fluid from tissue spaces is dimi- 
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nished and cedema results. The adema fluid in such cases is parti- 
ally rich in protein (1% or more). Such capillarj* damage is the 
cause of adema in acute nephritis and this type of oedema is there- 
fore called nephritic oedema. 

Increased capillary permeability may also occur in anoxamia 
associated ^vith heart failure, in severe an«mia and in allereic or 
anaphylactic conditions. 


viiN AftUitieit 



Vig. iJbh’raia i>li«>ning ibe bnliinre i>t furor* tontrolliug 
tlie onnnal PxrliaoKo of flunlt Winren ilie ll•‘*uu Kpneen nttl 
the eepillarie^. 

(b) Intra-capillarif pressure . — ^The intra-capillary pressure falls 
gradually from the arterial end (about 27 mm. of mercury) to the 
venous end (about 13 mm. of mercurj'); — being higher than the 
colloid osmotic pressure at the arteriolar and lower at the venous 
end. Thus normally fluid is forced out into the tissue spaces at the 
arteriolar end and reabsorbed into the capillaries at the venous end. 
(See Fig. 34). An equilibrium exists between this migration of 
fluid in and out of the capillaries preventing abnormal accumulation 
in the tissue spaces. Increase of intra-capillary pressure will lead to 
(Edema due to increased transudation and diminished reabsorption. 
(See Fig. 35). 

Increase of venous pressure or venous stasis, as in congestive 
cardiac failure or venous obstruction, raises intra-capillary tension 
by back-pressure. Increase of arterial pressure, however, has no 
effect on intra-capillary pressure. 

Rise of capillary pressure is the main factor in causing cedema 
in cardiac failure. This, type of oedema is therefore called cardiae 
oedema. The anoxamia from circulatory stasis in this condition 
increases capillary permeability which is an additional factor in 
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such ffidema. The tedema fluid is thus partially rich in proteins 
(0.5%). 



Fig. 33. Diagram shoniDg tlie i>atho"cnesis of carJiac 
tMemn. 

In the early stages the venous stasis is exaggerated in the veins 
of dependant parts by gravaty, so that (edema first appears in the 
dependant parts oC the body in cardiac failure. 

(c) Plasma colloid osmotic pressure . — This is the pressure with 
which the colloids in the plasma tend to absorb water from the tissue 
spaces. The colloids of the plasma are mainly the proteins; and of 
the proteins albumin having the smallest molecule contributes the 
maximum share to the total colloid osmotic pressure. As it anta« 
gonises the capillary pressure, a reduction in the colloid osmotic 
pressure increases the transudation and reduces reabsorption leading 
to oedema. (See Fig. 36). 



Fig. 30. Diagram rJivwiiig the pathogenesis of nephrotic 
(edema. 

A reduction of plasma proteins particularly of albumin occurs 
in long continued heavy albuminuria as in lipoid nephrosis or sub* 
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acute nephritis, specially when the diet is not rich in proteins. In 
these cases edema occurs due to reduction of plasma colloid osmotic 
pressure and is called nephrotic oedema. The (edema fluid is very 
poor in proteins. 

Hj’poproteinffimia and nephrotic tj-pe of cedema may also occur 
in the following conditions,— (i) ae\-ere anaimia, (ii)cachexia, (iii) 
chronic wasting diseases, (iv)prolonged starvation, (v) advanced 
cases of cirrhosis of liver. 

Accessory factors in the production of oedema . — ^These factors 
by themselves cannot produce cedema, but when cedema is already 
present due to any one of the causes already mentioned, they may 
further increase fluid retention in the tissue spaces. 

Such factors are salt and water. It has long been lcno^^^l that 
excess of sodium chloride and water given to eedematous patients 
(either nephritic, nephrotic or cardiac) increase cedema and are not 
followed by a corresponding increase In urinarj' excretion of these 
substances. This is not due to any failure of tbe kidneys to excrete 
them but due to a prerenat deviation by which water and sodium 
chloride pass into the tissue spaces instead of being available for 
the kidneys for excretion. 

That these substances by themselves would not produce cedema 
is shown by the fact that when there is mechanical obstruction to 
urinary passages leading to complete anuria for days, chlorides in- 
crease In blood enormously, still no cedema appears. 

It has been shown that the sodium ion iS more effective in in- 
creasing cedema than the chloride ion. 

Hyirophilia of the tissues . — ^According to M. H. Fischer cedema 
is due to increased power of the tissue cells to hold water as a result 
of acidosis and electroIjtLc disturbances. This theory lacks proof 
and support. 

Lymphatic obstruction and nervous disturbance . — LjTnphatlc 
obstruction may cause local cedema as in filariasis. Long continued 
lymph stasis and lymphangitis lead to a peculiar thickening of skin 
and subcutaneous tissues causing increase in size of the part, which 
is called elephantiasis. 

Local cedema of short duration may occur in parts of the body 
due to neurovascular disturbances, as in angioneurotic cedema. It is 
believed to be of allergic origin. 

Causes of oedema.— A. GenerttJised oedema.— 

1. Kidney diseases— (a) Acute and subacute glomeruloneph- 
ritis, (b) Lipoid nephrosis. 

2. Congestive cardiac failure. 

1>. vtssmifix, 

i. Epidemic dropsy. 

5. Prolonged starvation and cachectic conditions. 

6. Beriberi. 

(Generalised cedema may be simulated by mj-aetdema. Some 
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edema with pitting In the iegs may occur in flabby patients with 
poor muscular tone). 

B. Local oedema — 1. Lymphatic obstruction e.g., fiiariasis or 
malignant infiltration of lymph glands and lymph vessels. There is 
no pitting on pressure. 

2. Venous obstruction e.g., — (a) Thrombosis of pelvic veins 
causes swelling of the corresponding lower limb — phlegmasia alba 
dolens. (b) Pressure on inferior vena cava by huge ascites causes 
edema of legs. 

3. Angioneurotic osdema — Nod*pttUog. 

4. Elephantiasis — commonly in the lower limbs and scrotum — 
Non-pitting. 

5. Milroy’a disease — Hereditary swelling of lower limbs. No 
pitting on pressure. 

6. Local inflammation, bites or stings of insects, application 
of irritants. 

7. lodism — CEdema of eye-lids and face, after administration 
of iodides in people with idiosyncrasy. 

Differential diagnosis.— 1. Renal oedema, (i) Age incidence — 
Usually in children or adolescents, (ii) History— tedema first appear^ 
in face or simultaneously all over the body. This may be the first 
attack or there might have been previous attacks. No palpitation 
or dyspnaa on exertion preceding sdema. (iii) Onset — lHay be 
sudden or insidious with! gradually increasing pulBness of the face^ 
usually following an attack of cold, sore-throat or tonsillitis, (iv) 
Hematuria may be present at the onset in the present attack or 
previous attacks (except in ease of lipoid nephrosis), (v) Physical 
signs — Characteristic puffiness of face and eye lids with severe pallor, 
cyanosis, engorgement of neck veins, dyspnoea or orthopneea in 
spite of severe anasarca are absent. I4ver is not enlarged or tender. 
Heart size is normal (except in cases of acute or recurrent nephritis 
with hypertension), (vi) Urine — Scanty, copious albumin, casts 
end red blood cells according to the stage or type of kidney disease, 
(vii) Blood chemistry — ^Urea and N.PJ4. increased in acute nephri- 
tis. In subacute nephritis and lipoid nephrosis, cholesterol is in- 
creased and plasma proteins are diminished. 

2. Congestive cardiac failure. — (i) Age. — ^Uay occur at any 
age. (ii) History — CEdema first appears in the dependant parts, as 
arotmd thd ankles in ambulant patients, usually preceded by breath- 
lessness and palpitation on accustomed exertion, (iii) Past 
history suggestive of rheumatic infection in case of children 
and young people and that of hypertension or sy-philis in 
elderly persons, (iv) Patient has dyspncea on slight exertion or has 
orthopneea. Presence of signs of congestive failure (vide page 37), 
CEdema — most marked In the legs, scrotum, over the sacrum in bed- 
ridden patients. Face not affected or slightly affected. Ascites and 
hydrothorax (more commonly right sided) may be present, (v) 
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Heart — size enlarged — signs of organic disease either valvular or 
myocardial are present (vi) Uver is enlarged and tender, (vii) 
Urine scanty. Albumin, hj'aline and granular casts and a few red 
blood cells may be present. Specific gravity high and excess of 
urates present, (viii) Blood chemistry' — Plasma proteins and choles- 
terol within normal limits. Slight increase of blood urea however is 
not uncommon owing to severe oliguria, specially in cases of hyper- 
tensive heart failure where the kidneys have -undergone some 
nephrosclerotic change. 

3. Severe anaemia. — (l> Onset is insidious with slight pufll- 
ness of the face and ankles. Weakness, dyspnea on exertion etc., 
may be present, (ii) Past history' may suggest such diseases as may 
lead to severe secondary ansmta. fiil) CEdema is generally slight, 
severe pallor of the skin, conjunctiva and tongue, (iv) There is no 
dyspncea or orthopntca. Neck veins are not engorged, (v) Heart 
may be slightly enlarged \vith functional systolic murmurs, (vi) 
Liver is not enlarged or tender (liver and spleen may be enlarged 
when ansmia is secondary to diseases causing enlargement of these 
organs e.g., malaria, kala-azar. etc.) (vii) Urine — Quantity normal. 
Free from albumin, casts, red blood cells etc., (slight albuminuria 
may occur due to severe amemia). (viii) Blood picture — Hsmoglobln 
and red blood cells greatly diminished. Characteristic picture of 
microcytic or macrocytic amemia. Urea, N.PJ^., cholesterol etc., 
Qonnal. Low blood proteins. 

4. Epidemic dropsy. — <i) History of epidemic oedema la the 
locality, or of several members of the family being affected. Affects 
mainly Bengalees, (it) Mild gastro-intestinal disturbances, such as 
diarrhsa may be present. (Hi) (Edema in the legs is commonly a 
solid induration of subcutaneous tissue often ndth a red flush; may 
also occur in other parts of the body. Pitting edema may also occur 
in the legs. Face is not affected. There is no ascites, (iv) Angio- 
matous nodules in the skin, mucous membranes and conjunctivs may 
be formed, (v) Visual disturbances associated with rainbow haloes 
around lights at night due to glaucoma may occur, (vi) Signs of 
cardiac failure may be present, (vii) Urine — No abnormality, (viii) 
Blood chemistry — ^Normal. 

5. Beriberi. — (i) Occurs In people living mainly on polished 
rice and other diet poor in vitamin B,. (il) (Edema of legs with loss 
of knee jerks and ankle jerks, signs of heart failure may be present, 
(iii) Urine — No abnormality, (iv) Blood chemistry— normal. 

6. Sfarvafiort and cachectic oedema. — (i) History of prolonged 
privation or chronic debilitating diseases, (ii) General emaciation 
and anaemia, puflSness of the face and cedema over the extremities 
common. No eridence of congestive cardiac failure such as engorged 
neck veins or enlarged or tender liver. Other signs of chronic diseases 
like pulmonary tuberculosis, may be present, (iii) Urine — ^No abnor- 
mality. (iv) Blood shows anjeraia and hypoproteinaemia. 
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7. Ascites dwe to cirrhosis of Uver with oedema of the legs . — 
Such cases may be distinguished by the following: — (i) A long his- 
tory of chronic gastritis and flatulent dyspepsia. Ascites precedes 
the ffidema of the legs, (il) Face is pinched and has a characteristic 
earthy colour or ashen pallor. Upper limbs and chest are emaciated. 
Neck veins are not engorged and heart is not enlarged. Distended 
veins are seen over the abdomen. No dyspnoea or orthopncea. Liver 
and spleen may be both felt (by dipping if necessary) to be enlarged, 
(iii) History of hamatemesis may be present, (iv) Urine — scanty, 
contains albumin and hyaline casts, (v) Blood chemistry is normal 
except in verj’ advanced stages of hepatic failure. 

A similar condition of ascites and oedema of the legs may occur 
in constrictive pericarditis. (For details see chronic pericarditis 
page 91). 

Treatment of oedema — 1- Reatrictimi of fluids and sodium chlo- 
ride. As both these substances arc known to increase oedema when a 
cause for its production Is present.the3e should be restricted to a 
minimum. In the presence of severe oedema the total fluids should 
not exceed onq pint or preferably less a day. Sodium chloride is 
best avoided completely in severe oedema. Ordinarily addition of 
common salt in the cooking and use of table salt during meals are 
avoided. Sotnetiraes potassium or other chlorides are used in place 
-of sodium chloride. 

2. Elirnination of wafer by yurgation, diuresis and diopAoresfs. 

(a) Purgation. — Saline and bydragoguc cathartics are used. 
Their dose should be so regulated as to avoid too much purging and 
prostration of the patient. One or two fluid motions a day should be 
aimed at. 

In cases of cardiac adema a dose of blue pill (4 to 8 grs.) at 
night followed by 1 oz. saturated solution of magnesium sulphate 
in the morning to start mtb and then one or two doses of mist alba 
early in the morning for a few days should be given. 

R/- 

Mag carb (Jevis) gr. 20 
&Iag sulph . . dr. 2 
Aqua menth pip ad oz. 1 

(b) Diuretics. — The choice of diuretics will depend on the cause 
of cedema and the functional condition of the kidneys. Diuretics in 
common use are the alkalies, urea, drugs of caffeine group and 
mercurial diuretics. 

(1) Alkanes. — Acetate and dtrate of potassium in doses of 15 
to 20 grains are most commonly used. They are mild and non irri- 
tating and therefore can be used in the presence of even acute infla- 
mmation in the kidnej’s. They are most suitable in acute and sub- 
acute glomerulonephritis. 
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(ii) Urea . — In 15 gm. doses it acts as a strong diuretic but is 
not in common use because it provokes nausea. It can not be given 
where kidney function is impaired and blood urea is high. 

(iii) Caffeme derivatives . — ^These are caffeine, theobromine and 
theophyllin. They are uncertain in their diuretic action and when 
patients are habituated to their use they cease to be effective. They 
are not suitable in the presence of active inflammation in the 
kidnej’s. They may produce gastric irritation. Those commonly used 
are: 

(11 Theobromina et sodii salicylas (diurctin) given orally in 10 
to 20 grs. doses. 

(2) Theophyllina et sodii acelas — given orally in 2 to 5 grs. doses 
(Theocin sodium acetate). 

(3) Theophyllin ethylene diamine — {euphyllin or aminophyllinl 
orally or intramuscularly — in !'/> to 3 grs. doses. 

These drugs, specially euphyllin are very useful in cardiac 
(edema associated with hypertension. 

(iv) .Mercurial diuretics. — Some organic mercury preparations 
act as very strong diuretics when given intramuscularly or intra* 
venously. Of these, the moat (»mmon\y used drugs are Salyrpau 
(Mersalyl B.P.), Esidrone and Neptal These drugs irritate the 
kidneys and may lead to serious consequences if used when the 
kidneys are damaged or are in a state of inflammation. All precau* 
tions, therefore, should be taken before their use to ascertain kidney 
function. They are most useful in Bon*renal cedema, such as cardiac 
(edema and also in serous effusions such as ascites due to portal 
obstruction. 

Salyrgan is used in doses of 1 to 2 cc. intramuscularly or intra- 
venously after testing for idiosyncrasy with a teat dose of *c. A 
preliminary administration of ammonium chloride gr. 20 to 30 t.d.s. 
for 2 days preceding saliTgan (to render the urine acid) increases 
the diuresis considerably. When a good response is obtained a 
diuresis of 100 to 200 ozs. in 24 hours may follow a single injection of 
2 cc. of salyrgan. Injections may be repeated twice a week at first 
and then once a week if necessary. 

(c) Diaphoresis , — Eliminatioo of water by perspiration is not 
commonly pracUsed now-a-days. Measures which produce severe 
perspiration, also cause severe exhaustion and prostration. Mild 
measures like warm bath or electric bath followed by wrapping in 
^ v a n n blankets from 15 to 30 minutes may be tried. But the efficacy 
of such methods in relieving (tdema is only slight. 

3. Roisinp the colloid cemotte presauTC of plasma -wlwm it is 
toxc . — Hjpoproteinamia plays a main part ia the production of 
cedema in cases of subacute nephritis, lipoid nephrosis, starvation 
and anamia, as we have seen before, by lowering the colloid osmotic 
pressure of plasma. 
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In such cases the plasma proteins should be raised by a high 
protein diet. 120 to 220 gms. of proteins in 24 hours should be given 
provided the kidney function is good and blood urea is not raised. 

Attempts have also been made to improve plasma osmoUc pres- 
sure and induce diuresis by the intravenous injection of gum acacia 
solutions (6% acacia in normal saline) or concentrated human 
serum and protein hydrolysates. The effects of such measures are 
temporary. 

4. Treatment of the underlying causes of oedema . — In conges- 
tive cardiac fmiure, attention should be paid to improve cardiac 
function and relieve venous stasis by rest, digitalisation, venesection 
etc., (vide page 38). 

When anaemia or hypoprotelnsemla are present these should be 
corrected by adequate hsmatinlcs and dietetic measures such as 
iron preparations, liver extract and high protein diet. 

In beriberi, vitamin Bj, in large doses — 25 mgm. a day, for about 
S weeks, will act as a specific. 

In renal odema. the treatment is still for the most part only 
Bj-mptoraatic. 
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CHAPTEP.Hr 

DIFFUSE GLOMERULONEPHRITIS 

Aeholo^. — 1. Age , — Children and adolescents are predoml- 
nently affected. 

2. Infection . — A streptococcus hsmolyticus infection of the 
upper respiratory tract is the commonest predisposing cause. Thus 
acute tonsillitis, scarlet fever (fortunately rare in this country) 
and secondary streptococea! infection associated with common cold, 
influenza, measles, small pox etc., are frequently followed by acute 
diffuse nephritis. 

Less commonly localised streptococcal infections elsewhere as 
in eiysipelas, inpetigo, otitis media etc., may also lead to nephritis. 

Lifeetion is focal and the kldae^-s are not directly invaded by 
the organisms. Nor is nephritis toxic, as it does not occur at the 
height of the infection but when Infection is declining (about 2-3 
weeks later). 

3. Anergg.—Io the course of immunisation against the iofee* 
tiOQ, a state of allergy develops and the capillaries of the body are 
involved in an antigen-antibody reaction. The kidney glomeruli are 
more severely affected because of tbeir excretory role and therefore 
a greater conceatraUoa of the toxins in them. 

4. Other predlipceing rouses.— Circumstances which favour 
streptococcal infection of the upper respiratory tract predispose to 
nephritis. These are dampness, cold, ill-ventilation, overcrowding; 
malnutrition etc. 

Pathology. — In the early or acute stage there is a widespread 
capillary damage all over the body (capillary teudeosis), with special 
and more severe Involvement of the glomerular capillaries of the 
kidnej’S. Over the rest of the body the damage is shown by an in- 
creased permeability of the capillaries resulting in nephritic cedema, 
whereas in the Iddne}^ an inflammation of the glomerulus (Giome- 
ruliiis) is shown by exudation of albumin, fibrin, red blood cells and 
leucocytes into the capsular space and a proliferation of the lining 
cells of the capillaries and the Bowman's capsule. The capillaries are 
partially or totally blocked by proliferated cells and hyaline deposi- 
tion. If the inflammation does not eubside, and continues in a sub- 
acute form the second stage is reached. Both intra and extra 
capillary proliferation continues and the capsular space Is filled up 
with a crescentic mass of epithelial cells (epiiheZjal crescent). The 
capillaries are completely blocked and show signs of hyaline degenera- 
ration. The blood supply to the tubules being derived from the 
efferent glomerular vessel, is imp^red or totally lost. Moreover, the 
filtration through the gJomeniK being stopped from blockage of the 
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capillaries, the tubules have no function of absorption. The tubular 
cells therefore undergo degeneration, fii the second stage (subacute 
stage) widespread fatty degeneration of the tubular cells predomi- 
nate the picture and gives the kidney a typical appearance — large 
white kidney. The glomeruli with the proliferated cells gradually 
undergo hyaline degeneration and the rest of the nephron also 
undergoes atrophy from loss of blood supply and disuse. A fibrous 
tissue hj’perplasia from the interstitial frame work of the kidney 
ultimately replaces the atrophied parenchyma- This is the third 
stage or chronic stage characterised by atrophy and replacement 
fibrosis. The fibrous tissue contracts diminishing the size of the 
kidneys. Those glomeruli and tubules which have escaped or reco- 
vered from the previous inflaromation tend to undergo a compen- 
satory hypertrophy. A granular appearance is thus produced on the 
surface due to healthy hypertrophied areas projecting above tbe 
contracting scarred areas. 

The tj-pical naked eye and microscopical appearances of the three 
stages of nephritis are described in the following table. (Table DC— 
Page 134). There may be various intermediate stages and both 
advanced and earlier changes may be found in the same kidneys 
The severity and progress of tbe lesions are of extreme variability. 

The contract^ kidney of hypertension is called primary while 
that of chronic nephritis is called secondary. Tbe distinguishing 
features between the primar>’ contracted kindney (nephrosclerosis) 
and secondary contracted kidney (chronic nephritis) are the follow- 
ing: 

(i) In nephrosclerosis the vascular thickening is more promi- 
nent and thickened and gaping blood vessels are seen to stick out on 
the cut surface of tbe kidneys. 

(ii) The atrophy and fibrosis are more patchy in distribution in 
nephrosclerosis. Normal or hypertrophied renal parenchyma is 
more abundant than in chronic nephritis where atrophy and fibrosis 
are more diffuse and widespread. 

(iU) In chronic nephritis, some glomeruli still show inflam- 
matory changes of earlier stages of nephritis, which are never seen 
in nephrosclerosis. 

Clinical manifestationa. — Correlation of signs and symptoms 
with the pathological changes in the kidneys in Brights’ disease has 
always been difficult, probably because of the \ride variability in the 
severity and the rate of progress of the lesions. 

In the acute stage, widespread capillary damage causes genera- 
lised (edema, which may be marked, slight or none at all. Damage 
to glomerular capillaries results in hxmaturia and albuminuria due 
to escape of red blood cells and proteins, the degree of which agahi 
is variable. As some of tbe glomerular capillaries are blocked and 
there is certain amount of arteriolar spasm, total quantity of urine 
is diminished, in severe cases very markedly, resulting in some '' 
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retention of nitrogenous waste products in blood. Hypertension is 
present in aimost one-tbird of tbe cases and is believed to be a com- 
pensatory measure to force blood through blocked or partially 
blocked glomerular capillaries. Sometimes hypertension plays an 
important part in the sj-mptomatology by producing sudden left 
ventricular failure or bjiiertensive encephalopathy. Sometimes, 
pathological changes are so mild as to cause no clinical manifesta- 
tions except urinary changes. 

In the aubaettie atage, nephrotic type of oedema from prolonged 
albuminuria is the most obvious manifestation. Tbe urine contains 
copious albumin and various^ casta due to degenerative changes la 
the tubules. The glomerular' changes are as a rule veiy slight and 
so brnmaturia is not common. Renal function Is generally good. 
Blood shows normal urea and N.P.N. but the total plasma proteins 
are diminished with a reversal of the normal albumin: globulin ratio 
because of severe albuminuria. Blood cholesterol is raised due to 
unexplained cause. Just as the pathological picture resembles lipoid 
nephrosis, so the clinical picture is also entirely nephrotic. \l^en 
however the glomerular changes are more active or when acute 
cacacerbations occur, bsmaturia. hj'pertension, nitrogen retention 
etc., are liable to appear. Sometimes ibis stage also may remain 
clinically latent. 

In the chronic atage, as more and more nephrons degenerste 
and atrophy, kidney function becomes impaired. Concentrating 
power Is ^so reduced. Finally byallnisatlon of tbe affected glomeruli 
reduces albuminuria; casts also diminish in number. A compen- 
satory’ polyiiria occurs draining out tbe tedema. Blood pressure is 
raised. For a variable time the patient may remain in a state of 
compensated renal function but sooner or later renal failure and 
uraemia supervene. Vascular and cardiac changes associated with 
hypertension are present and hypertensive neuro-retinopathy Is very 
characteristic. 

The details of the clinical manifestations of the three stages of 
nephritis and of lipoid nephrosis are shown in the accompanying 
table. (Table X, page 137). 

Course. — Bright's disease may take one of the foUowbig courses. 

(a) The three stages may develop successively with or without 
latent periods in between. 

(b) Complete recovery after the first stage, 

(c) First two stages may remain latent and manifestations of 
the chronic stage may appear with hypertension and renal failure. 

(d) J>estii first the jwawJ stags Srsm s sC andajy in- 

fection or uneraia. 

Duration of the disease is extremely variable. Some cases end 
fatally within a few months to a year. Others live for j^ars. Peri<^3 
of long latency', when nothing but albuminuria, is found, are quite 
common. 
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TTRIKARY SYSTESI 



(«) Pro- 
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Complete recovery is quite common in the acute stage and is 
possible in the subacute stage if the disease is of less than one 
j’ear's diiration. In the chronic stage, recoverj' is not possible but 
the 'patient may remain in a state of apparent good health with 
compensatory polyuria if his diet and activities are restricted within 
the functional limits of the kidney’s and the heart. 

■ Prognosis. — At any stage signs of bad prognosis are: — 

(a) High blood urea and NJ*J4. — especially with a low protein 
diet: ' (b) Hj'pertensive neuro-retinopathy, (c) Persistent high 
blood pressure (especially above 200 mm sj-stolic). (d) Persistent 
li^maturia. (e) Signs of heart failure. 

Diagnosis. — ^In the acute stage diagnosis is easy in typical cases 
with cedema, hj'pertension, hsmaturia and the characteristic urinary 
Undings. When the onset is insidious or when cedema and hyperten- 
sion are inconspicuous, diagnosis is diCRcult unless urine is examined 
in suspected cases. 

Albuminuria and hematuria also occur in acute focal nephritis. 
But there is no cedema nor hypertension in this condition. 

The oedema of acute or subacute nephritis is to be distinguished 
from other causes of generalised cedema (see page 327), 

Amyloid nephrosis may also resemble subacute or chronic neph- 
ritis, . Presence of a prolonged suppurative process in the body and 
evidence of amyloid disease In liver and spleen or of diarbsa due to 
intestinal amyloid disease help in the diagnosis. 

. The diagnosis of chronic nephritis from essential h>-perten9ion 
has already been mentioned, (see page 61). 

• Congenital polycystic kidneys may give rise to hypertension, 
albuminuria, hsmaturia and renal failure, and. resemble chronic 
. nephritis. The palpation of enlarged kidneys and X'ray of the 
■kitoeys confirm the diagnosis. 

Treatment. — ^Treatment of nephritis in all stages consists mainly 
of: (t) Deitetic measures according to the renal function- (ti) 
Symptomatic relief, (iii) Prevention of acute recrudescence and 
avoidance of complications. . 

Acute nephritis . — Strict rest in bed and protection from cold 
must be enforced even in mild cases for at least 3 weeks. 

Diet should be free from proteins in the initial stages to avoid all 
strain on the 'acutely affected kidnej-s. Carbohydrates in the form 
.of barley water, glucose drinks, fruit juice are given for the first few 
days. Then (after. a fortnight) jelly, biscuits, bread and butter 
may be added. , With improvement In the condition as shown by 
disappearance of erdema, hypertension and hsmaturia, proteins may 
be added gradually, beginning with H. of body weight. 

.'i'uU protein diet should not be given -until albtiminuria-disappears. 

Fluids should be- restricted to 1% -pints .(a pint in children) a 
day in the early stage.' A daily fluid chart (showing amount of fluid 
taken and amount of urinary out put) will help in the control-’oE 
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fluids. If signs of renal failure are present, fluids should be given 
freely itispite of adema. 

Common salt is avoided until adema disappears. For edema 
adequate measure described before (see page 129) should be taken. 
Strong diuretics and high protein diet are contraindicated. 

If hypertension with Its acute symptoms like encephalopathy or 
left ventricular failure la present, treatment as in cases of essential 
hypertension should be adopted. (See page 64). 

During convalracence, patient should be kept in bed until albu- 
minuria disappears. Improvement la general health and ansmia 
should be secured mth vitamins and iron. 

Obvious septic foci, if present In the nasopharjitx. should be 
eliminated. 

Subacute nephritis. — Restriction to bed and protection from cold 
must be done as before. General hygienic measures of the mouth, 
bowels and the skin should be taken. 

Diet. — This should be rich in proteins and carbohydrates but 
low in fat. When obvious hypoproteinsmia is present, high protein 
diet (120 to 220 gms in 24 hours) is indicated. 

Confrofndicaifons of high protein diet. — (o) Red blood cells in 
centrifuged urine (if more than 4 per field), (b) High urea and 
N.P.N. (c) High blood pressure, (d) Evidence of impaired renal 
function, e.g., low specific gravity of urine under conditions of eoa- 
centration tests. When the above signs are present, diet should be 
poor in proteins. Prolonged protein starvation, however, may lead 
to anaemia, tissue wasting, lowered resistance to infection and fur- 
ther b^'poproteinsmia. Therefore, minimum proteins to maintain 
nitrogen equiblirium (V^ gm. per pound of body weight) cnould be 
given, keeping an eye on the blood urea and N.P.N. 

IHuid and salt restriction and ether measures for the relief of 
cedema (already described) should be iostituted. 

Strong mercurial diuretics are to be avoided. Alkalies, urea and 
sometimes purine derivatives can be used. 

Anzmia should be treated with adequate iron therapy. Septic 
foci, If present, should be eradicated. 

Chronic nephritiS4 — ^The treatment at this stage is like that in 
essential hypertension. The diet and activities should be determined 
by fimctional conditions of the kidneys and hearL 

The general management as regards rest, exercise etc., should 
be as in h>"pertensioii. Exposure to cold should be avoided. 

When there is no obvious nitrogen retention in blood and when 
the specific gravity of urine under fluid restriction reaches at least 1020, 
moderate protein diet can be given (% gm per pound of body weight). 

Fluid and salt restriction is unnecessarj’. In the presence of 
impaired renal function large amounts of fluids may be beneficial. 

Heart failure or ursemia when present require appropriate treat- 
ment. 
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CHAPTER IV 
UREMIA 

Definition. — Urajinia is a condition of profound metabolic 
disturbance due to failure of the norma! kidnej' function. 

Originally, the term was used in the belief that the symptoms 
were due to a retention in the blood of the various urinary excre- 
tory products specially urea. 

<^uses of uraemia. — ^Any condition which causes sufficient des- 
truction or injury to the renal parenchyma will lead to uremia. The 
common causes are; — 

(1) Glomerulonephritis — usually in chronic, occasionally acute 
and rarely subacute. 

(2) Essential hypertension — usually in the malignant tj^ie. 
(Malignant nephrosclerosis). 

(3) Acute necTOtising nephrosis— due to severe poisoning with 
mercury, arsenic or Infections like cholera, Weil’s disease, yellow 
fever etc. 

(4) Chronic amyloid nephroiis. 

(5) Bilateral hydronephrosis. 

(6) Polycystic hidneys. 

(7) Bilateral pyelonephritis. 

(8) Urinary obstruction. 

Pathogenesis. — ^Tbe long search for a toxic waste product of 
nitrogenous metabolism which could explain all the manifestations 
of unemia, by its retention in blood, proved to be unsuccessful. None 
of the known urinary waste products or their metabolic precursors 
could be shown to be responsible for the manifestations. It is now 
believed that the complexity of the picture of unemia is due to a 
diversity of factors arising out of the metabolic disturbances asso- 
ciated with failure of the kidney functions. 

When the kidneys fail to excrete acid sodium phosphate, acidosis 
with a reduction in the alkali reserve of blood occurs. The acidosis 
is responsible for the dyspnaa, nausea and vomiting by central 
action. 

Retention of phosphates in blood causes a reduction of serum 
calcium which in turn produces nervous and muscular irritahilily, 
muscular twitchings, tetany and possibly the hamorrhagic signs. 

When the kidneys fail to excrete urea and other nitrogenous waste 
products, there is an attempt at vicarious excretion of these products 
through the gestro-intestinal tract, as the saliva, gastric and intes- 
tinal secretions. Bacterial decomposition of urea in the mouth is 
responsible for the ammoaiacal odour of breath' in ursemic patients, 
Ammoniacal irritation and excretion of unknown toxic mctabo’i^es 
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are believed to be responsible for enteritis and colonic ulcerations 
causing diarrhcea or dysenterj'. A condition of gastritis is also pre- 
sent causing anorexia, nausea and vomiting. The last two symptoms 
are also partly of central origin due to acidosis and toxa*nUa. 

Retention of products of Intestinal putrefaction such as phenols, 
indican and aromatic oxyacids. which are normally excreted in the 
urine, may also play some part In the production of unsmic coma by 
their toxic action on the central nervous system. 

Arterial hjTwrtenslon which very often accompanies most of the 
kidney diseases causing urasmia produces the acute cerebral mani- 
festations by causing cerebral arterial spasm (hypertensive en- 
cephalopathy). These symptoms are therefore not truly unemfc, as 
they do not depend on renal failure but on hypertension. Cases 
where these symptoms are prominent were described as acute con- 
\'ul3ive unemia or pseudounemia in the past. 

Lastly it is possible that the dehydration of the tissues partly 
due to compensatory polyuria, vomiting and diarrhea, and partly 
due to increased molecular concentration of the blood and tissue 
fluids, disturbs the delicate physicochemical processes of vital 
cellular activity deranging the whole metabolism. 

Symptom* and «mg *. — Early manifestations . — The onset is more 
often insidious than acute. The early manifestations are headache, 
insomnia, mental and phy'Sical lethargy', anorexia, nausea, vomiting, 
diarrhea and dy*8entery, nervous and muscular hyperirritabillty 
dimness of vision and pruritus. 

Convulsions, temporary paralysis of limbs or face, aphasia and 
sudden blindness etc., are rarely seen due to associated hypertension. 

In the presence of some or all of the above symptoms, urinary 
and blood changes described below will confirm the diagnosis of 
unemia. 

Late vuinifestaiions . — ^Tbe patient is emaciated and pale with 
dry skin and In a drowsy semiconscious or comatose condition, 
with often delirium and hallucinations. Breathing ia slow and deep 
(acidotic dj'spocea or Kussmaul breathing) often of hissing charseter. 
Cheyne-Stokes breathing may occur. Breath smells of urine {ammo- 
niacal) and ther^ Is bleeding from the guam. Petechi® may be pre- 
sent in the skin. Tongue is dry, coated and in severe cases heavfly 
furred. Stomatitis is common. 

Patient complains of intractable headache, even when drowsy, 
and Is troubled with nausea, vomiting or hiccough. Although mus- 
cular twitching and tetany may be present, convulsion is rare. In 
comatose patients, reflexes are lost and pupils are dilated. 

Laboratory findings. Urine— Quantity U diminished and the 
specific gravity is low or fixed round about 1010. Albumin, various 
casts, red blood ceils etc., are present in varying degrees depending 
da the nature and stage of the kidney disease. 
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Blood. — ^Urea and N.PJi. are increased usually above 100 mgs 
per cent. There is also increase of uric acid, creatinine and phos- 
phates. Chlorides may be diminished in cases of excessive vomiting. 
Serum calcium and the carbon dioxide carrying capacity of plasma 
are lowered. 

Renal function testa. — Marked reduction in the renal efficiency 
is present. The urea clearance test is usually below 10% of the 
normal. 

Complications. — (1) Pericarditis. (2) Cardiac failure with or 
without varying grades of heart-block. (The so-called unemic asthma 
is due to paroxj'smal nocturnal dyspnea of left ventricular failure). 
(3) Secondary infection like, pneumonia, bronchopneumonia, 
pleurisy, meningitis, peritonitis, bacillary dysentery. 

Diagnosis. — Simptoms such as persistent headache, insomnia, 
mental apathy, muscular weakness, anorexia, flatulent dyspepsia and 
diarrhea in patients with known kidney disease or in elderly sub- 
jects should arouse the suspicion of unemia. The diagnosis can be 
confirmed by urinary and blood examinations. 

Differential diagnosis.— Uraemia has to be differentiated from 
cerebral vascular lesions, diabetic coma, cholsmia and extra-renal 
azotsmia. The diagnosis is not always possible on clinical grounds 
alone and laboratory aid is frequently necessary. Tbe main diag- 
nostic features are shown below. 

1. Cerebral vascular lesions. — (a) Cerebral haemorrhage and 
thrombosis— In both these conditions onset is sudden in apparantly 
healthy individuals with symptoms of hypertension. A hemiplegia 
is always present Nausea, vomiting, diarrhcca, hiccough, furi^ 
tongue and bleeding gums etc., are absent Rise of temperature is 
unusual in uncomplicated ursemia. C.S.F. contains blood in cerebral 
hsmorrhage. Urine may contain albumin and various casts due to 
associated nephrosclerosis or due to hypostasis. Blood urea and 
are normal or only slightly raised, (b) Hypertensive cn- 
cephalcpathy (see. page 69). (c) A widespread involvement of the 

cerebral vessels by senile atheromatous changes may lead to a 
diffuse softening of the cerebral substance (encephalomalada) in old 
people leading to various symptoms resembling ur$mia, such as 
headache, mental and muscular lethargy, mental confusion, etc. The 
blood pressure is low. Some focal signs of loss of cerebral func- 
tion due to thrombotic attacks may be present such as, monoplegia, 
aphasia, facial weakness, hemiparesis, dementia etc. Gastro-intestinal 
symptoms are absent. Urine may contain albumin due to athero- 
matous kidney changes. Blood urea aod N.P.N. are normal. 

2^ Diabetic coma. — ^The onset is gradual like unemia and may 
be preceded by muscular spasms, abdominal pain, nausea, vomiting, 
dro^^'siness gradually deepening into coma. Deep and slow breatii- 
iag is present but the breath smells of acetone. Mouth sho^vs no 
bleeding or ulcer and the tongue is clean and red (raw beefy 
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tongue). Muscles are flaccid, pulse is feeble and rapid. Blood pres- 
sure is low and temperature subnormal. Eye balls are soft. Urine 
contains sugar and acetone. Albumin and some casts may also be 
present. Blood sugar is high and urea, N.P,N. normal. 

4. Cholaemia or acute hepatic failure . — The onset is acute with 
headache, delirium, twitchings, convulsions, drowsiness or coma. 
Deep jaundice is usually present. Hemorrhages from the various 
orifices and under the skin are common. Local signs of acute liver 
damage such as enlargement, tenderness, rapidly diminishing size 
ascites etc., may be present. Urine contains albumin, blood, leucine 
and tyrosine crystals. Blood shows high urea, N.P.N. and bilirubin. 

5. Extra-renal azotaemia . — Conditions in which a failure of 
the renal excretion occurs due to extra-renal factors has been men- 
tioned already (see page 117). In these conditions oliguria is 
marked and the specific gravity of whatever urine produced is high. 
An obvious extra-renal cause Is present. Signs of dehydration and 
hsmoconcentration are present. Blood pressure is low or normal. 
Blood chloride is low due to excessive loss from vomiting and purg- 
ing. 

Treatinenl. — The principles of treatment are: — 1. Reduction of 
the work of the kidneys by restriction of proteins in the diet. 2. 
Correction of altered blood chemistry such as dehydration, acidosis, 
hypochlonemia, bypocalcsmia etc. 3. Promotion of excretion through 
the bowels, skin and kidneys. 4. Symptomatic relief. 

1. Complete restriction of proteins in the diet should be done 
in urgent and acute cases. But in chronic and prolonged cases, low 
to moderate protein diet should be given to prevent tissue wasting 
and loss of resistance. Thus 20 to 40 gms. of proteins per day may 
be allowed depending on the urgency of the symptoms and blood urea 
and N.P.N. in chronic cases. The rest of the diet consists of carbo- 
hydrates and fata. 

The diet need not be salt-free except when the blood chloride is 
high. 

Fluid should be given freely, even in the presence of adema. 
But as ivater excretion function of the kidney is also impaired, too 
much fluid should not be forced specially when there is cardiac 
failure, as the resulting hydnemia, increases the work of the heart 

In the presence of severe vomiting or in comatose patients 50 cc 
of a 25% solution of glucose is given intravenously, two or three times 
a day. 

2. . Alkalies by mouth or 1^' rectal or intravenous route serve to 
combat acidosis and improve urinary flow. In acute anuria in cases 
of cholera or other extra-renal causes 2 to 4% sodi bicarb in normal 
saline intravenously restores fluid and salt loss, combats acidosis and 
promotes urinary flow. 

In ursmia due to alkalosis acid sodium phosphate instead of 
alkalies is to be given by raoutfa. 
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3. Eliminaton through bowels. — ^Moderate quantities of nitro- 
genous waste products can be elinunated through the bowels. There- 
fore purgatives preferably saline purgatives should be given in suffi- 
cient doses to produce one or two fluid motions a day. IVben diarrhaa 
IS already present, it should not be checked. 

Elimination through the skin is only negligible. Alkaline 
diaphoretics may be given but vigorous diaphoretic measures should 
be avoided. 

Elimination through the kidneys — In cases of chronic kidney 
disease or in the presence of acute nephritis It is useless to try to 
stimulate the kidney's by strong diuretics. Alkalies, fluids and glucose 
intravenously should only be used in such cases to improve urinary 
secretion. 

In cases where cardiac failure is present, urinary secretion 
improves by adequate measures which improve the cardiac function 
like digitalis, rest and venesection. 

In anuria associated with cholera, blackwater fever etc., intra- 
venous saline infusions wdth alkalies often restore urinary flow. 
Counter-irritation in the loins by linseed poultices or dry cupping 
may also succeed. Injection of caffein sodi benzoas (5 grs.) is also 
helpful in such cases. 

4. SjTnptomatlc relief — (c) Headache, insomnia and reitleae- 
ness — Sedatives like bromides, chloral hydrate, pbenobarbitone. 
aaipirin etc., may be used. Sometimes headache is very resistant and 
morphine may be required. Lumbar puncture may relieve headache 
in some cases. 

(b) Muscular ficifchtng’. — Intravenous injection of 5 cc of a 105® 
solution of calcium gluconate relieves muscular tv-itchings imme- 
diately. 

(c) Convulsive atlacks . — ^Wbere these are due to hypertensive 
encephalopathy, the treatment should be as in this condition. (See 
page 64). 

(d) Nausea and vomifingr. — ^Beicg mostly toxic and central in 
-origin, adequate alkalies and fluids may give some relief. Often a 
condition of gastritis is also present, and local gastric sedatives may 
be given. 

(e) Hiccough . — ^This is often very intractable and may require 
morphine and atropine for relief. 

(/) Haemorrhages . — Large doses of vitamin C (300 to 500 
mgms) intramuscularly have been seen to be effectiv'e in controlling 
bleeding in ursemic cases. 
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CKAPTEai V 
ILEMATUEIA 

Presence of blood in the tuine is called bsmaturia. The red 
blood cells are seen intact on microscopical examination of the 
urinary deposits. This must be distinguished from hamoglobinuria 
when no intact red blood cells are seen although chemical and 
spectroscopic tests for blood pigment In the urine are positive due 
to presence of luemoglobin or its derivatives oxyhsmogiobin and 
mettucmoglobin. 

Causes of haematuria. — Blood is added to the urine by extra- 
vasation somewhere in the kidney or urinary passages either due to 
a general hsunorrhagic state or due to local lesions. The common 
causes are the following: — 

I. Causes associated unth general haemorrhagic tendency in 
various parts of the body.— 

(1) 'Essential thrombocytopenic purpura hemorrhagica. 

(2) Hamopbllia. 

(3) Acute leukemias, (Lymphatic or Myeloid). 

(4) Scurvy. 

(5) Haemorrhagic type of acute exanthematous or acute infec- 
tive fevers, e.g.. small pox, measles, Weil’s disease, yellow fever. 

(6) Essential hypertcnsloB. 

II. Causes in the kidney.— 

(1) Acute glomerulonephritis. 

(2) Renal calculus. 

(3) Tuberculosis of the kldnej-s. 

(4) Malignant growths e.g., hypernephroma (adenocarcinoma), 
embryoma (Wilm’a tumour). 

(5) Ii^jury. 

(6) Infarction. 

(7) Polycystic disease. 

(8) Nephroptosis. 

(9) Drugs — sulphanilamides, hexamine, cantharides, carbolic 
acid etc. 

ni. Causes in the renal pelvis. — 1. Calculus. 2. Pyelitis (acute). 

3.^ Papilloma. 4. Angioma. 

IV. Causes in the ureters. — 1. Impaction of calculus. 

V. Causes in the urinary bladder. — 1. Calculus. 2. Acute 
cystitis. 3. New growths, e.g., papilloma, carcinoma. 4. Tuberculo- 
sis of the bladder. 5. Bllbarriasis (schistosomiasis). 6. Injury. 7. 
Filariasis. 

VI. Causes in the prostate. — ^1. Senile enlargement. 2. Adenoma 
3. Carcinoma. 4. Tuberculosis. 5. Congestion. 6. Abscess. 
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Vn Causes in the urethra. — ^1. Acute urethritis. 2. Injury. 3. 
Impacted calculus. 4. Caruncle. 

Investigation and diagnosis. 1. Age. — Common causes cf 
hsmaturia at different ages are — 

(a) In new born baby— Haemorrhagic diseases of new born, due 
to vitamin K deficiency — (more commonly causes melaena). 

(b) In childhood — (i) General hemorrhagic states like lympha- 
tic leukemia, acute infective fevers, hemophilia or scurvj'. (ti) 
Local causes may be atone in the bladder, acute nephritis, pyelitis 
etc., and rarely Wilm’a tumour (embryoroa) of the kidney. 

(c) In young adults — (t) Renal calculus. {«) Tuberculosis 
of the kidney, (tii) Gonococcal urethritis. 

(d) In elderly patients — Calculus, h 3 ?pemepbroma, other malig- 
nant tumours, enlarged prostate, hypertension etc. 

2. Sex. — In females besides other causes a caruncle at the 
external urethral orifice may often cause hsmaturia. 

3. Nature of haematuria. — (a) Quantity of blood — Profuse 
hsmaturia is commonly due to ({) tumours in the kidneys or bladder, 
Cii) injuries with rupture of the kidney, (tt{) rarely in tuberculosis 
of kidney, (iv) rarely in prostatic enlargement. 

’ (b) delation to the act of niicturtflOTt — (i) Bright blood at the 

beginning of micturition indicates bleeding from prostate or urethra, 
(ti) Blood at the end of micturition indicates bleeding from bladder, 
(lii) When blood is intimately mixed with urine (smoky urine) 
bleeding is from the kidneys or renal pelvis. 

(c) Exciting cause, if any — such os injury to the back or abdo- 
men causing rupture of the kidney. When hamaturia follows excessive 
movements or joltings etc., it is probably due to renal calculus. Ins- 
trumentation of urethra may also cause hsmaturia from local injury- 

4. Other associated symptoms with haematuria. (a) Pain — (i) 
Colic — unilateral spasmodic pain starting from the renal angle 
(angle between the 12th rib and outer border of the erector spina 
muscle) and passing forwards to the groin may be due to passage 
of blood clots or stones from the renal pelvis to the bladder. The 
seat of bleeding can be localised in the kidney in such cases and if 
nistory of similar colics in the absence of hamaturia are present, 
renal calculus can be diagnosed, (ti) Lumbar pain— dull aching pain 
in the renal angle suggests a renal cause of haematuria. Such pain 
may occur in various kidney lesions, (tit) Pain at the tip of the 
penis — specially after micturition indicates Irritation at the trigone 
of the bladder, (iv) Sacral pain — suggests malignant disease' of 
bladder or prostate, (v) Hypogastric pain indicates cystitis. (i?i) 
Painless hsmaturia — this is common in tuberculosis and benign 
tumours in the urinary tract. 

(b) Increased frequency of micturition' — ^This may occur due to 
local causes in the bladder or In acute pyelitis and tuberculosis of the 
kidney. x 
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(c) Hajmcrrhage elsewhere in the body, such as hamoptysis 
(coughing out blood), hsmatemesis (vomiting of blood), metena 
(altered blood in faces), cpistaxis (bleeding from nose), bleeding 
fiom gums, purpura (hamorrhagic spots In the skin), etc. 

This will suggest a genera! hamorrhagic state due to one of the 
general causes. 

(d) Constitutional symptoms udth fever, malaise, rigors etc., 
indicate an infection cither local, as in pj'elitis, cystitis, tuberculosis. 
General cutaneous ra8hc.s or eruptions will be present in haimorr- 
hagic small pox or measles. 

5. Examination 0 / the Mro«;cnita2 system — (a) Palpation of 
the kidneys — Enlargement in size, if unilateral, may be due to 
tuberculosis, hypernephroma, h>*dro or pyo-nephrosis, pyelonephritis 
etc. 

Bilateral enlargement is common in polycystic disease, Wilm’s 
tumour and bilateral hydronephrosis. 

Tenderness over the kidneys or at the renal angle may occur in 
renal stone or other kidney diseases and pyelitis. 

(b) Palpation over tbc bladder— Tenderness may be due to 
acute cystitis. Distension if present may be due to prostatie enlarge- 
ment. 

(e) Inspection of the external genitals and urinary meatus for 
local causes. 

(d) Testis and epididymis — Evidence of tuberculosis in these 
organs may be due to a tuberculous disease of the kidneys or bladder. 

(e) Rectal and vagina) examination — Rectal examination in 
males will reveal any enlargement or tenderness of the prostate. If 
there Is marked irregularity, hardness and fixity of the prostate, 
malignant tumour is diagnosed. 

The base of the bladder may also be felt by rectal or vaginal 
examination. Thickening and induration of the bladder base with 
fixation on the surrounding structures, indicate vesical carcinoma. 

The openings of the ureters In thcibladder should also be palpated. 
Thickening and induration at the lower ends of the ureters, arc 
early signs of tuberculosis of the bladder. 

6. A general examinoWon 0 / ihe paiienf and examination of 
other systems should be done for evidence 6f the various general 
haemorrhagic diseases. — Evidence of bacterial endocarditis or other 
sources of emboli should be looked for in cases of suspected infarc- 
tion. 

7. Examination of urine. — Presence of large number of pus 
cells along with red blood cells indicates pyefitis, pycTonephritis. 
tuberculosis of kidneys or cystitis. Secondary infections causing 
pyuria may also complicate renal calculus or growths. 

Excess of crystals of uric acid, urates, oxalates etc., with blood, 
may indicate presence of stones. 
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Occasionally portions of growths may be passed in the urine in 
villous papilloma or carcinoma of the bladder. 

Some -information as to the site of bleeding may be obtained 
from the shape of blood clots present in the urine. 

Presence of excess of albumin with hyaline, epithelial and blood 
casts indicates acute nephritis. 

The deposits should be examined for M. tuberculosis and cul- 
tured for Bact. coli and other organisms which cause pyelitis and 
cj’stitls. 

Sometimes gravels (calculi) are passed in urine in cases of 
tirinary calculi. Enquiries should be made for such a history. 

8. ExamujotioM o/ bJood and other investigatioiis are to be made 
to confirm diagnosis of suspected general haemorrhagic diseases, such 
as — blood count in leukxmia, platelet count, coagulation and bleed- 
ing time in purpura and haemophilia. 

9. X’ray examination of the kidneys and bladder . — Presence of 
calculi Is revealed by X’ray examination. Gross enlargement or 
deformity of the kidnej-s may also be visible indicating growths, 
tuberculosis, hydronephrosis etc. 

Intravenous pyelography is more helpful in doubtful cases. 
Deformity of the caliees of renal pelvis indicates presence of growth. 

In tuberculous kidney, there may be evidence of deficient excre- 
tion through the affected kidney, and irregularity or indefinite maj> 
gins of the cnlices may be seen. 

10. Cystoscopy . — Evidence of local disease in the bladder can 
be obtained by a cystoscopc. When no local changes are seen in 
the bladder, evidence of bleeding from kidnej-s may be seen by escape 
of hsemorrhagic urine from one or both of the ureteric orifices. 

Ureteric catheter may be passed and urine collected from each 
‘ureter to determine which kidney is affected. Retrograde pyelo- 
graphy may also be done by introducing dyes into the ureters to fill 
up the renal pelvis, and taking x’ray pictures subsequently. 

HiEMOGLOBINURIA 

When luemoglobin and its derivatives, instead of the red 
blood cells, escape in the urine, the condition is called haemoglo- 
bimiria. 

• The urine may be slightly reddish or blood-red, dark brown 
or black in colour depending on the severity of hemoglobinuria. It 
also contains excess of proteins, granular pigments, casts etc. 

Hematuria is distinguished by absence of red blood cells in the 
deposits and bilirubinuria by negative tests for bile pigments. The 
hemoglobin and its derivatives, oxyhemoglobin and methemoglobin 
are identified by spectroscopy. 

Causes. — Hemoglobinuria is always due to excessive hemolysis 
in the general circulation by b^nolytic agents. The free hemoglobin 
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is then excreted by the kidneys as a foreign protein. The causes are 
therefore alwnys extrarenal. Common causes are — 1. Blackwater 
fever. 2. As a sequel to blood transfusion, (a) due to heterogenous 
blood groups in the donor and re^pient; <b) in repeated transfusion 
from same donor of homologous blood group due to isoagglutinins. 
3. Infection with Cl. welchii, subtertian malaria, sj^ihilia. 4. Paroxys- 
mal hsmoglobinuria. 5, Snake poisoning, 6. Certain drugs and 
|>oisons — potassium chlorate, arsenlurctted hydrogen, nitrites, 
phenylhydrazine, turpentine, quinine, saponin, poisonous mushrooms 
etc. 7. In some functional neurovascular disturbances e.g., Rajuaud's 
disease, angioneurotic cedema. 
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CHAPTER VI 
PYURIA 


pyuria n.ay be of v^ioua grades ar»"a 

is turbid, and on atandmg the P'*® ^ distinguisbed from 

thick grej-ish-whlU 'debits aA present in 

phosphate or urate deposits. P .p. urates are present 

alkaline urine and disappear on A disappear on heat- 

in acid urine; they are of a 

ihg the urine. Pus may be present - ^ easily recognised 

and remains unchanged on Seating. without centri- 

by microscopical n is^o ba remembered that a 

luging, by the presence of 4 per fleld in females, 

frceTriJugld^Srine) maT b. normally present In urine of healthy 
‘"Tir;heeaseofb.mat^.^^^^^^^^^ 

ira “u%?io"de^^^ ‘”=‘“ 

drain through the urinary passages. fa) 

Cau.e.-1. "‘lube^culMls of “the kidneys, (dl 

Pyelitis, (b) a) Cystitis, (b) Tnber- 

Calculous pyelitis. 2- Censes .» tte WoddCT laj^^ proslele-(a) 

culosis, (c) Ulceratmg tumours. . j vrethra. Ureth- 

Prostatitis, (b) Prostatm abscess. 4 Ceases .n^^ „r9ans-(a) 

ritis— (gonococci). 5. Cannes perinephric abscess 

Appendicular abscess, psoas or j! a i,iaJdpr (b) Periurethral 

r:STer’ii"a”iSf 

‘“"tVheTpus is derived from “„"gTbfnmt‘L^Tr“t^ 
micturition and pus may come out o 

^n:sfrr bladder or kidneys, IS intimately mined 

In the diagnosis of pyuna *“ kfdney andbladder should 
signs and symptoms of local diseas^ of t . jj-q the urine 
be%aretulireonsiaered. Bsetendo^es' “nm™‘Xt 
specially for IL tuberculosis. diagnosis is arrived at. 

pyelography may be necessary ^^ulo^a of kidnej’S and 

The differential features of pyelitis, oi 

cj’stitis are shown in the accompanying ta . 
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Table XI 

Differential feattires of pyelitis, pyelonephritis, cystitis and renal 
tuberculosis. 


1. History 
and onset. 


S. General 
signs and 
symptoms. 


Pyelitis and 
pyelonephritis 

(a) As a primary 
htematogenous 
infection — • 
sudden onset 
with ferer, 
rhill, riser 
lumbar pain 


(b) As on as- 
cending iafoe. 
tion from 
bladder o r 
orothra— a 
history o t 
cystitis, uri- 
nary obstruc- 
tion doo 10 
u r « t b r a I 
slrietoro, en- 
larged proj- 
tate, stones 
etc. may be 
present. 

(c) In tha course 
of an acute 
infectious fe- 
ver, o.g., 
phoid fever, 

(a) Fercf— Remit- 
tent or inter- 
jnitteot. 


(b) Rigors and 
sweating pre- 
sent, specially 
in pyelone- 
phritis. 

(c) Convulsions 

ma y OCCUr JS 

children. 

(d) Rapid ananniK 

(e) Coated tongoo 
and anorexia. 


Cystitis. Renal TuberculosU 


-\ history of chro- 
nic retention of 
uroie or of 

ittsemtneoCattOft 
may be present 
It may also fol- 
kixv urethritis or 
prostatitis. 

Onset m.ay be 

acute or insi- 


(a) Interouttent 
fever may he 
present. 

No fever in 
chronic eases. 

(b) Rigors and 
sweat may be 
piosenh 


History of tuber- 
culosis else- 
where in the 
body e.g. the 
lungs, may bo 
present. The 
primary source 
may however 
be latent. On- 
set 14 insi- 
dions with 
aching in the 
loins. Fre- 
quency of mic- 
turition and 
someti'mes 
hirmaturla, 


(a) Fever may or 
may not be 
present. 


(b) SxveatiDg may 
bo present in 
cases compli- 
cating advanc- 
ed pulmonary 

tuberculosis. 

(c) Amemia and 
wasting pre- 
sent. 
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Pyelitisi and 
pj-eloncpUritis 

3, Local (a) Lumbar pain 

signs and tenderness 

symptoms. commonly pre- 

sent. 


(b) Increnwd fre- 
quency of mi" 
turition. 

(e) Haanaturia 
may occur. 


(d) Renal enlarge- 
meat in cases 
of pyelonephri- 
tis. 


Qratitis. 


(a) Pain and ten. 
ilcmess in the 
faypogastrinm 
nnd often iu 
the perineum. 

(b) Freqaeat nn.l 
painful mic 
turition. 

(e) Local signs 
may be absent 
in c h r 0 n i e 
cystitis. 

(d) Some local 
signs ladicat. 
isg some cause 
of urinary 
obstmetion 
may be pro 
present e.g. 
orcthnl stric- 
ture, eDlargcl 
ptoMalo, stone 
in tbe bladder 
or neurologi 
cal lesions. 


Renal Tuberculosis 


(a) Aching and 
tenderness in 
the loins. 


(Ii) Enlargement 
of the kidney. 


(c) nteroaturia 
nnd polyuria. 


(d) Signs 0 t 
tuberculosis of 
the epididy- 
mis, prostate 
or testis may 
l>o present. 

^e) Rectal exami- 
nation may 
reccal thicken- 
ing of the 
loiter ends of 
the ureters or 
an irregularly 
enlarged ten- 
der prostate. 


(a) Pale, fishy 
odour, acid re- 
action. General 
turbidity with 
Utile or no 
deposit. May 
be tinged with 
blood. (Am- 
moniacal odour 
and alkaline re- 
action in casc< 
of infection 
with staphylo- 
coccus or D. 
proteas). 

(b) Albumin out 
of proportion 
to pyuria. 


(a) Palo alkaiino 
(acid ia acute 
casco) mon* 
turbid, heavy 
ropy deposit on 
standiog. Con 
siderablo blood 
may bo pre 
eent. 


(a) Pale, acid re- 
action, opales. 
cent, Uttlo or 
n o deposit. 
Blood may bo 
present. 


(b) Albumin pre- (b) Slight albu- 
sent proper- minuria, 

tioaol 1 0 
pyuria. 
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P}*eliti3 and 
pyelonephritis 

Cystitis. 

Renal Tuberculosis 

(c) Pus cells, pus 

(c) Large numbc'- 

(c) I’us cells pas 

casts nnd re 

of pus eelU 

easts, renal 

iiftl epithelium 

and vesical 

epithelium and 

present. Re*) 

epithelium 

red blood cells 

blood cells may 

present. Red 

may be pre- 

be present. 

Uood cells may 
be present. 

sent. 

(d) Culture — Bact 

(d) Culture— 

{d) Ordinary cul- 

coll, Streptoi. 

Bact. coli, 

ture — sterOe. 

ftccalis, Bnct. 

Staph, aureus 


protons, Ps. 
pyocyaoK, etc. 

etc. 



CeatrifuBvd do- 
pofits m a Y 
»hov BCld'fUt 
bacilli 0 a 
amettr. Ooiacft' 
pis iaocnia* 
tioB— positive 
for tubereulo 
sis. 


Mucous sembrane Earl; Teeieal 
of tbe bladder tubcreuloais 

is tbiekeced, zoay bo pre- 

red and Tel* iient— as seal. 

T«ty. Blood low ulcers or 

ressels obscur- eubaucona tu- 

cd. bercles. 

The ureteric 
orifices msY 
be enollen or 
adenatocs, or 
tbe^ maf be 
thickened and 
retracted. 


Irregulsrily and 
lack of defini* 
tioa of the 
calyces. 


6. Pyelo- 
graphy. 


f. Oystos- Bladder wall Is 
copy. normal Ure- 

teric orifices 
shoir raise*) 
and tbiebened 
margliis. Urine 
flowing from 
the orifices is 
turbid. 
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PYELITIS AND PYELONEPHRITIS 

Infection of the renal pelvis by micro-organisms is called pyelitis. 
When it is associated, as is frequently the case, with foci of infection 
in the Jddney substance the term pyelonephritis is used. 

Aetiology. — Age — It may occur at any age. Bex — Amongst 
adults, females more commonly affected than males; in infancy girls 
are more affected; in childhood and in old age — over 50 years — 
males and females are equally affected. 

Infecting orffonisms. — Most commonly Bact. coli. Less com- 
monly Staphylococcus aureus. Streptococcus fiecalis, Bact. proteus, 
Ps. pyocyans, Bact. typhosuro, etc. 

Mode of infection. — (a) Haematogenous — ^Bacilli enter the circu- 
lation from the intestines or other foci of infection, and in the 
process of elimination through the kidneys, cause infection, specially 
when some local predisposing cause is present. Bacilluria may how- 
ever occur for short periods without local inflammation, (b) Ascend- 
ing infection , — ^Infection from lower urinary organs such as urethra, 
bladder, prostate etc., may ascend in the lumen of the ureters when 
there is urinary obstruction, (c) Lymphatic route . — Infection from 
lower urinary organa or from the intestines may be carried by lym- 
phatic channels. 

Predisposing causes. — (a) Urinary obstruction— by such condi- 
tions as urethral stricture, enlarged prostate, impacted stones in the 
ureters, pressure on ureters by external growths or aberrant renal 
arteries, stones in the renal pelvis etc. (b) Local kidney diseases— 
as tuberculosis, new growths, calculi, hydronephrosis etc. (c) Preg- 
nancy. (d) Intestinalyconditions favouring bacilluria. eg. enteritis, in- 
tfestinal ulcers, enteric fever, colitis, appendicitis, Intestinal stasis etc. 

Pathology. — There Is catarrhal inflammation in the renal pelvis. 
Foci of infection in the kidney substance to a greater or less extent 
are commonly present and small abscesses may be' found. In severe 
cases kidney is swollen, and wedge shaped abscesses are present, 
specially in cases of ascending infection in urinary obstruction. 

Signs and Symptoms. — See Table XI. 

Diagnosis. — ^In cases with local symptoms and signs, diagnosis is 
easily made by examining the urine for pus cells and culturing for 
micro-organisms. Urine must be collected by catheter or with rea- 
sonable precautions against external contamination. Presence of 
bacilli alone without pus cells should be regarded as harmless bacil- 
luria. In cases of obscure pyrexia urine should be examined and 
cultured to exclude chronic pyelitis. It must be remembered that 
Bact. coll or other infections of the urinary tracts may be secondary 
to such diseases as tuberculosis of kidneys, renal calculi etc. Investi- 
gations to exclude such diseases should be made. 

Treatment. — ^A. In the early stage of high fever and toxamla. 
Rest in bed. Large quantities of fluids to keep up a copious urinary 
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flow. SuiflcienS doses of alkalies to keep the urine alkaline through' 
out 24 hours should be given as alkaline urine inhibits the growth 
of Bact. coli. 

Urinary antiseptics should not be given at this stage as they 
require, (a) fluid restriction to obtain siiflicient concentration of the 
drugs in urine, (b) administration of acid salts to render the urine 
sufficiently acid (except in cases of sulphanilamides) for their 
optimum action. Both these conditions are badly tolerated in the 
presence of high fever. 

Diet should be liquid; preferably without milk and meat pro- 
ducts, to reduce intestinal bacterial putrefaction. 

Bowels should be kept open by calomel and saline purgatives. 

B. When temperature has subsided or has been reduced by 
alkalies for the first 3 or 4 days— urinary antiseptics should be used 
to sterilise the urine. 

Urinary antiseptics. — (i) Sulpbanilamide and its derivative* 
like sulphapj'ridine, sulphatbiazole or sulphadiazinc. These are 
effective against B. coll and Bact. proteus infections but are 
of little value in Ps. pyocyanae or Streptococcus fecalis infections. 
Sulphathiazole alone is effective against Staphylococcus aureus. 
These drugs act better in alkaline urine, but require sufficient con* 
centration in urine to be effective. The dose is 2 gms. to start with, 
and 1 gm. every 4 hours for 2 to 3 dal's; and then 1 gm. ever}' 5 hours 
for another 3 to 5 dal’s. The patient should be watched for toxic 
signs like cyanosis due to sulphsmoglobinsmia or methiemoglob]' 
namia, leucopenia, hematuria etc. 

(ii) Uandelic acid and its derivatives — Mandelic acid, 
sodium, ammonium or calcium mandelate are bactericidal 
to Bact. coli when the urine ia strongly acid (5 to 5.5 pH). 

It is necessary therefore to give acid sodium phosphate or ammo- 
nium chloride in sufficient doses to keep the urine at the required pH, 
as shown by a pink colour with methyl red indicator. Various pro- 
prietory preparations, such as Neoket or Mandecal contain mandelic 
acid salts and acidifying agents. 12 gms of mandelic acid or its 
salts should be given daily (3 gms, 4 times a day) for 7 to 10 days. 
Fluid restriction is necessary, and urine passed every time should be 
tested for correct acidity. Mandelic acid should not be given in the 
presence of impaired kidney function or tuematuria. 

(iii) Heiamine.-— Hexamine acts as urinary antiseptic by libe- 
rating formaldehyde in acid urine. The urine should be rendered 
acid by acid sodium phosphate 15 to ^ gr. 3 times a day, after meals 
Bexamine 10 to 20 gr. is giv«i before meals (3 times a day). 

In persistent cases acid and bexamine treatment may be alter- 
nated with periods of alkalies. 

C. Vaccines — Autogenous t'accines are sometimes useful In 
chronic cases. 
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APPENDIX A 

ELECTROCARDIOGRAPHY 

The origin and spread of th? cardiac impulse of excitation and 
contraction in the auricles and ventricles excite an electric current. 
This can be detected by a sensitive galvanometer connected v.ith 
electrodes placed at different parts on the surface of the body. A 
modification of the Einthoven’a string galvanometer is used for this 
purpose. The deflections of the siring can be recorded on a moving 
photographic plate by arranging a light in such a way as to throw 
a shadow of the string on the plate. A permanent record of the 
electrical variations associated with each heart-heat can thus be 
obtained and such a record Is called an ciccfroeardioprani. 

Leads — Although electrodes connecting any two parts of the 
bod^’ with fho e^lvaaometer may detect the electric curreats of 
cardiac contraction, certain connections have been standardised for 
universal use in routine electrocardiography. These connections are 
tailed ‘I^eads*. Originally three leads were in routine use. They are 
now called the ‘classical leads'. These are: — 

Lead I— Connecting the right and the left forearms. (Trans- 
verse), 

I^ad II — Connecting right forearm and left leg. (Axial). 

Lead HI — Connecting Mt forearm and left leg. (Left lateral). 

Recently two more leads have come into use. These are called 
‘chest leads’ because one of the electrodes is placed on the chest over 
the prfflcordium. These are: — 

Lead IV R — Connecting a prwcordial electrode (placed at the 
outer border of the apex-beat) and the right forearm. 

Lead rV L — Connecting a' pnecordial electrode and the left fore- 
arm. 

The Electrocardiogram. — The galvanometer string at rest re- 
cords a dark broad line forming the base line, and its deflections are 
recorded as waves above or below the base line. The amplitude of the 
waves, that is, their height or depth from the isoelectric base line, is 
measured in millimeters by horizontal lines in the electrocardiogram, 
each millimeter representing 0.1 millivolt. The width of the waves 
represents the duration of each defelcUon and is measured by vertical 
lines in the electrocardiogram, the darker lines representing periods 
of 1/5 seconds. (See fig. 37.) 

Deflections or waves in a normal electrocardiogram. — ^There 
are five deflections during each cardiac systole. These deflections or 
waves are named as P. Q, R, 5, and T waves. 

The P wave occurs during auricular systole. Q, R, S and T 
waves occur during ventricular s^-atole and are together knoum as 
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ventricular complex. P, R and usually the T waves are upward or 
positive deflections, while the Q and S waves are downward or nega- 
tive deflections. 



Pig. 37. Xoraal tloelrocardiogTam. 


Significance and character of the waves in different leads 
under normal and abnormal conditions. — P wave — ^This is due to 
auricular systole. It U upright (in all the leads), hlunt, varies in 
amplitude from 1 to 3 nun and has a maximum duration of 0.1 sec. 

A large P wave Indicates auricular hjiiertrophy. Inverted P 
waves (See Fig. 19, page 76) indicate abnormal origpn of the cardiac 
impulse (i.e., outside tie sino-auricular node). In auricular fibrilla- 
tion P waves are replaced by irregular small and very rapid oscilla- 
tions with very irregular QRS complexes (See page 84, Fig. 26). In 
auricular flutter or auricular paroxysmal tachycardia rapid but re- 
gular small oscillations occur 2, 3 or 4 times more frequently than the 
QRS complexes (See Fig. 27, page 85). 

QRS Waves. — ^These three waves occur in rapid succession 
and are described together as QRS complex. The Q wave is a slight 
downward deflection which is often absent normally. It is followed 
by a sharp spiky upward deflection — the R wave, and then a smaller 
sharp downward deflection — the S wave. The later is however not 
constantly present Of all the waves R has the maximum amplitude. 
The duration of the QRS complex does not exceed O.I second. Thr 
QRS complex represents the spread of the cardiac impulse through 
the arborisations of the bundle of His and is called the initial ventri- 
cular deflection. In the chest leads the QRS complex is blpha.sic 
with equal upward and downward deflections. The QRS deflections 
are followed by an isoelectric period called the S-T interval. In 
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leads I and III the QRS waves are normally of smaller amplitude 
than in lead H. 

The QRS waves vary greatly in amplitude under normal condi- 
tions. But marked low voltage of these waves occure in gross myo- 
cardial diseases, ventricular dilatation or in hypothyroidism and 
constrictive pericarditis. 

Notching or slurring of the R or S waves — when marked indi- 
cate myocardial disease with intraventricular block (See Figs. 24 and 
25, pages 81 and 82). 

Abnormally shaped QRS complexes: — When QRS complexes are 
abnormally wide, deep, monophasic, ‘M* or ‘W’ shaped, they may be 
due to the following conditions: — (a) Extrasystole — ^The abnormal 
complex occurs as an isolated abnormality in the course of normal 
complexes (See Fig, 18, page 75). (b) Intraventricular block — 

Abnormal complexes occur regularly with each heart-beat and in 
normal relation with the preceding P waves (See Figs. 24 and 25). 
(c) Ventricular paroxj^al tachycardra — ^Abnormal complexes 
occur in very rapid succession independent of the P waves. 

P-R inlerval.—The interval between the beginning of P wave 
and the beginning of the QRS complex represents the time for con- 
duction of the cardiac impulse from the auricles to the ventricles by 
the auriculo-ventrlcular bundle. This should not exceed 0.2 sec. 
normally. 

In early stages of heart-block the P-R interval is 
prolonged (See Pig. 21, page 78). In auriculo-ventricular 
nodal rhythm — the P-R interval is shortened. The P waves 
in these cases, being the result of impulses from the A-V 
node in a reverse direction, are always inverted and may occur 
immediately before or after or simultaneously with the QRS waves. 
In complete heart-blocfc there being no constant relation between the 
P waves and QRS complexes, P-R intervals are extremely variable. 
(See Fig, 23). 

T Wave. — This is the final ventricular deflection and is due to 
the retreat or subsidence of the cardiac impulse in the ventricular 
muscle. It is a blunt wave about 3 to 4 mm high and has a duration 
of 0.2 to 0.3 seconds. It is usually upright in all leads but may be 
normally flat or inverted in lead HI. In cbest leads it is high and 
upright. 

Inversion of the T waves occurs usually in coronary insufficiency 
or in coronary thrombosis. In apical infarction the T wave in lead 
I (T, ) is inverted and upright in lead m. In basal infarction T* is 
inverted, T, being upright. Inversion of T waves may also occur in 
all the leads in digitalisation, in myocarditis due to infections or in 
mjTccEderaa. In chest leads T wave is inverted in coronary throm- 
bosis or insufficiency (See Fig. 15, page 71). In intraventricular 
block or in ventricular extrasystole the T wave is usually in opposite 
direction to the main deflection of the QRS complex. 
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S-T Segment. — -This is an isoelectric period between the end of 
S (or R when S is absent) and the beginning of T waves. Elevation 
or depression of this segment occur in early stages of coronarj' 
thrombosis. Later (after a few weeks) it tends to become normal 
although the T wave (which is in a direction opposite to the S-T 
deflection) changes persist longer. The deviation of the S-T segment 
occurs in opposite directions in ieads I and m. In apical infarction 
tT, type) S-T is elevated in lead I and depressed in lead III. In 
basal infarction (T^ type) the changes are reversed in leads I and 
III (See Fig. 14. page 69). 

S-T segment is also depressed in all the leads in digitalisation. 

Axis deviation and Left or Right ventricular preponderance^ 
tVhen the mavimum deflections of the- QRS complexes point away 
Irom each other in the 1st and 3rd leads (that is, a prominent H, 
ivith a prominent S,). a left axis deviation is present. On the other 
hand if the maximum deflection of QRS complex is downward in 
lead I and upward in lead III (a prominent S, and a prominent R,) a 
right axis deviation is present. 

A left axis deviation, when marked, indicates preponderating 
hypertrophy of the left ventricle (left ventricular preponderance); 
similarly a right axis deviation indicates right ventricular hyper- 
trophy (right ventricular preponderance). It should be noted, how- 
ever. that a transverse position of the heart such as due to a raised 
diaphragm may produce a left axis deviation. Similarly a more 
vertical heart a lowered diaphragm will cause right devia- 
tion. 
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EXAMINATION OF URINE 

Cotfeclion of specimen. — For all routine examinations, the first 
urine in the morning is most suitable because little or no fluid is 
ingested for a number of hours at night, thus approaching to certain 
extent the conditions for concentration test. It is also free from any 
orthostatic albuminuria. For special purposes other samples of urine 
may be necessary, as in eases of early diabetes, a sample of urine 
passed 2 or 3 hours after a meal may show sugar, when the fasting 
sample is sugar-free. For quantitative estimations, 24 hours’ collec- 
tion is neccssao’-' The urine should be collected in a clean bottle. In 
females the genitals should be cleaned before micturition as conta- 
mination of urme with vaginal discharge may cause false evidence of 
albuminuria and pyuria. The examination should be done soon after 
the urine is voided. On keeping the urine undergoes ammoniacal 
decofnpositlon by bacteria; the urea being converted into ammonia. 
The reaction changes to alkaline side, and phosphates are precipitated. 
Organised deposits like pus cells, casts etc., also undergo decomposi- 
tion on prolonged keeping. 

For all bacterlolo^cal examination the urine should be collected 
by catheterisation of the bladder. Midstream urine in case of males, 
if collected after properly cleaning the glans penis is also reasonably 
free from external contamination. 

Phystcaf examination. — The following are to he noted — 

1. Quantity — measured by a measuring cylinder. (See page 110). 

2. Colour. (See page 111). 3. rransparenci/ and deposits if ony. 
(See page 112). 4. Reaction — ^Blue and red litmus papers are used. 
On soaking a piece of blue litmus paper in urine it turns red if the 
urine is acid. Similarly red litmus paper is turned blue If urine is 
alkaline. 6. Specific gravity — This is measured by an instrument 
called urinometer, which is graduated from 0 to 60 (see fig. 38). 

The urinometer is allowed to float in a column of urine in a long 
"cylindrical vessel of sufficient diameter to prevent the urinometer 
‘touching its sides. The mark on the graduated scale, of the urino- 
meter which is just on level with the surface of the urine is noted. 
Specific gravity is expressed by ad^ng 1000 to tbs reading (IDOO 
being taken as specific gravity of water). 

Chemical examination. — In the routine examination the follow- 
ing abnormal constituents of urine are tested for: — • . 

(i) Albumin, (ii) Sugar, (ill) Ketone bodies: Acetone. and 
diacetic acid, (iv) Bile pigments and bile salts, (v) 'IiidicaD,‘.-(’vi> 
Urobilinogen and urobilin, (vH) Blood and hamoglobln. -r* f. 
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Although it is possible to distinguish between albuxoin and globulin, 
it is of little practical significance. Hemoglobin and mucin however 
can be easily distinguished (vide infra). 

Tests. — ^1. Boiling test — test tube is filled with clear (if neces- 
sary after filtration) urine up to about three-fourth of its length and 
the upper portion is boiled by holding it in a flame as shown in the 
figure (Fig. 39). Appearance of a turbidity which persists after 
addition of a drop or two of acetic add (33 per cent) is due to 
presence of proteins. 

Precautions. — (a) Urine most be clear, otherwise a alight cloud of 
proteins may be missed, (b) Acetic acid must alwaja be added after 
isoiling, because the removal of carbon diojdde by boiling renders the 
urine more alkaline and predpitatea phosphates. Acetic acid re- 
dissolrcs tiie phosphates but precipitated proteins persist, (c) In 
alkaline urine the proteins may not be precipitated until the acid is 
added because the metaproteins fomed from the proteins on boiling 
are soluble in alkaline solution, and only precipitated metaprotcins can 
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be coagulated by heat, (d) In strongly alkaline urine 1 or 2 drops 
of acetic acid -may not suffice. In such cases therefore it is better 
to acidify the urine with acetic acid until it is slightly acid to blue 
litmus, before boiling. Too much acidification is to be avoided because 
the metaprotein is soluble in acid and no coagulation occurs on heat- 
ing. (e) Mucin may be precipitated by acetic acid and remain un- 
dissolvcd in excess of acid. The precipitate however may appear even 
without heating, (f) During heating a cloud may appear much 
earlier and disappear at boiling point. This is due to presence of 
Bence-Jones proteins. 

2. SaKct/Is«lp7ionic acid test. — In a column of urine, about 1" 
high in a test tube, a few drops of saturated solution of salicylsul- 
phonic acid are added. A white turbidity indicates presence of 
proteins (including nucleoproteins and proteoses). A false positive 
reaction due to precipitation of uric acid may occur. 

3. Nitric acid ring test. — Concentrated nitric acid is taken 
in a test tube to form a column about -J" high and urine is poured 
slowly by the aide of the test tube. A white ring at the junction of 
two layers is a positive reaction. 

?7afe.— (a) False reactions are given by precipitation of urea 
nitrate, uric add, bile acids etc. (b) Normal urinary pigments may 
bo oxidised to dark colour by nitric acid obscuring the white ring. 
<c) Proteoses, Bence-Jones proteins and mucin also give a positive 
reaction vdth this test 

Sugar.— Olucose is the most important sugar whose presence in 
the urine is sought for. 

Teats — 1. FcMing’s teat-~ 

Ueagents;— 

Fehling's solution No. 1 — 

Crystalline copper-sulphate 34.64 gm. 

Cone, sulphuric acid 0.5 cc. 

Dist. water to 500 c.c 

Fehling’s solution No. n — Rochelle salt (Sodium potassium 
tartarate) 176 gm. is dissolved in 300 to 400 cc of distilled water vrith 
heat. Then 7T gm of potassium hydroxide sticks are added and 
allowed to dissolve. The solution Is then cooled and made up to 
500 cc. 

Teat. — Equal quantities of Fehling’s solutions No. I and II are 
mixed to make a column of about 1" in a test tube. The same amount 
of urine is taken in another test tube. Both test tubes are heated 
in a flame simultaneously and when boiling they are mixed by pour- 
ing the contents of one into the other. Without further heating the 
mixture ’is alIo;ved to stand. Appearance of a red or yeiiow precipi- 
tate of cuprous oxide indicates presence of sugar (which acts as a 
reducing agent). 

Note. — (a) Prolonged boiling of Fehling’s solution and urine may 
cause a greenish precipitate due to the action of strong alkalies on ' 
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normal urinary constituents, (b) Due to the strong alkalinity of 
Pehling's solution, small quantities of sugar may be caramelised on 
heating and rendered ineffective as a reducing agent. Benedict’s 
solution being less alkaline does not cause this and therefore Bene- 
dict's test is more delicate, (c) Proteins when present m excess in 
the urine, are precipitated on heating causing confusion. In such 
cases the urine should first be boiled to precipitate the proteins and 
thdn filtered. The filtrate can be used for testing sugar. Small 
quantities of proteins cause no difficulty. Phosphates may be preci- 
pitated due to strong alkalinity, producing a greyish white deposit 
V at the bottom, (d) Fehling’s solution may be reduced by other 
substances which may appear in urine as; (i> other sugars e.g. lac- 
tose, pentose, (ii) homogentisic acid which is present in alkapto- 
nuria, (ill) creatinine and uric acid when present in increased con- 
centration in normal urine, (iv) salicyluric acid after administration 
of salicylates or aspirin by mouth. 

2. Benedict's feet — 

Reagent (qualitative) 

Sodium citrate 173 gm. 

’ Sodium carbonate (anhydrous) itlO gm. 

Copper sulphate (crystals) 17.3 gm. 

The citrate and carbonate are dissolved in 600 cc distilled water 
mth heat, and the copper sulphate is dissolved in 100 cc distille<l 
water. The latter is mixed with the former with constant stirring. 
When cold the volume is made up to 3000 cc with distilled water. 

Test.— -5 cc of'Benedict’s solution is taken in a test tube and 
8 drops of urine added. The mixture is then heated to boiling in the 
tiame for 2 minutes. A yellow or red precipitate of cuprous oxide 
indicates presence of sugar. When sugar is ^iresent in very small 
quantities a green precipitate may form. But this may be due to 
other causes than sugar. A white precipitate indicates phosphates. 

A rough estimate of the amount of sugar present in the urine 
may be obtained from the colour of the precipitate and the super- 
natant fluid. Thus; <i) Slight yellow precipitate at the bottom, with 
blue fluid above, on standing.... sugar about 0.2?c- 
i (li) Definite orange precipitate at the bottom with the blue 
fluid above. . . .sugar about 0'5%. 

^ (iii) Heavy orange-brovra precipitate wth alight blue colour of 
fluid above. . . .sugar about X%. 

(Iv) Bright red precipitate with clear fluid above. . . .sugar about 
2^ or more. 

2/ote.~Benedict's solution is also reduced by: (i) other sugars 
e,g„ lactose and pentose, (U) homogentisic acid. (Due to small 
quantity of urine used creatinine and uric acid cannot be of sufficient 
amounts to cause any reduction). 

Homogentisic acid can be easily identified by the darkening of 
urine oh standing or alkalinlsation. 
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Lactose is commonJy present during Jactation or pregnancy and 
pentose is present in some people as an inborn error of metabolism. 

Glucose can be readily distinguished from other sugars in urine 
by fermentation test with yeast or by other more elaborate chemical 
tests. For practical purposes however this is unnecessary, as the 
presence of a reducing substance in the presence of symptoms sug* 
gesting diabetes mellitus can be taken as diagnostic. Blood sugar 
estimation confirms this. 

Ketone bodies. — Acetone and aceto-aceiic acid — Aceto-acetic acid 
{Diacetic acid) is passed in urine in states of ketosis. In the 
bladder or on standing after the urine is passed, this is converted 
into acetone. 

Tests. — 1, Roihera’s test — About half a test tube of urine is satu- 
rated Viith ammonium sulphate or chloride and a pinch of powdered 
sodium nitroprusside is added. The mixture is weli shaken. Then 
2 or 3 cc of liq. ammon. fort is poured by the side of the test tube. A 
positive reaction is shown by a permanganate coloured ring at the 
Junction of the two liquids. Saturation with ammonium suiphate 
removes certain interfering substances and makes the test more 
sensitive. The depth of the colour and its rapidity of development 
are measures of concentration of the ketone bodies. 

2. Gerhardt’s test. — To about 1" column of urine in a test tube 
a solution of ferric chloride (10 per cent) is added drop by drop. At 
first a precipitate of ferric phosphate develops which dissolves in 
excess of the reagent. A positive reaction Is shown by development 
of a port wine or mahogany red colour. If excess of ferric chloride 
is added a positive reaction may be masked by the colour of the 
reagent. 

A'ofe.— (a) Rothera's test is positive in the presence of both 
acetone and aceto-acetic acid, and is more sensitive than Oerhardt'^s 
test, (b) Gerhardt's test gives positive reaction with aceto-acetic 
acid only, and not by acetone, (c) Gerhardt’s test may be positive even 
in the absence of aceto-acetic acid if the patient is taking drugs like 
salicylates, aspirin, antlpyrin etc. To distinguish such false positive 
reactions, the test is repeated after boiling the urine for some time. 
In a true positive reaction the test now becomes negative because 
the aceto-acetic acid is .changed into acetone on boiling. If the re- 
action is due to drugs, it persists even after boiling, (d) Rothera’s 
test is free from above fallacies as the drugs give a ne^tive reaction. 

Bile. — Test for bile salts — Hay's sulphur test — Finely powdered 
flower of sulphur when sprinkled on the surface of urine sinks to 
the bottom, if bile salts are present. 

Tests for bilirvlAn. — 1. Gmejin'a test. — The urine is filtered several J 
times through a piece of blotUng paper, and a drop of strong nitric 
acid is allowed to fall on the paper In the centre of the soaked area. ' 
A play of colours (with blue or green) is seen on 'the paper, if bili- ■ 
rubin is present- 
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2. Iodine te.<it . — A solution of liq. iodine, diluted with equal 
quantity of distilled water, when poured by the side of a test tube 
one-fourth filled with urine, gives a green ring at the junction, if 
bilinibin Is present. 

3. Foitchef’a test — Reagents — (i) 10% Barium chloride solution 

(ii) Fouchet's reagent — Trichloracetic acid 259 gm. 

Distilled water 100 cc. 

Ferric chloride, 10 per cent. 10 cc. 

A 2" column of acid urine (acidified with acetic acid if necea- 
aarjO Is mixed thoroughly with half its volume of barium ebJorids 
solution. The mixture is filtered. (If no or little precipitate occurs 
with barium chloride 1 or 2 drops of saturated ammon. sulph is added 
before filtering). The filter paper is now spread out and a drop of 
Fouchet's reagent is allowed to drop on it. A green or blue colour 
shows the presence of bilirubin. 

Urobilin and urobilinogen. — Urobilinogen is normally present 
in urine in small quantities and ft changes to urobilin on standing. 
Urobilinogen and urobilin are present in excess in cases of increased 
hsunolysta and when liver cells are damaged. 

Teats. — (1) FArlicft's aldehyde reaction — A few drops of a 3 per 
cent solution of paradlreethylaminobenzaldebyde in 50% hydra- 
chloric acid is added to 8 column of urine about 1" high in a test tube. 
A positive reaction is shown by a deep red colour indicating excess of 
urobilinogen. 

(2) SchUainger's test for 'urobilin. — A few drops of llq. iodine 
is added to a I" column of urine in a test tube. In another test tube 
about 0.5 gm. of sine acetate and about 5 cc. of absolute alcohol are 
taken. The contents of the two test tubes are thoroughly xni.\ed by 
pouring repeatedly from one into the other. The mixture is then 
filtered A compound of zinc with urobilin is formed and gives the 
filtrate a green fluorescence. 

(3) Spectroscopic te^f. — ^Urobilin gives a characteristic band in 
the green between C and F lines of the spectrum. 

Indican. — Indican (Potassium Indoxyl sulphate) is produced in 
the intestines as a result of bacterial putrefaction and is absorbed to 
be excreted in the urine. Excess of mifican in urine indicates intesti- 
nal stasis and putrefaction. 

Test. — ^To a 1" column of urine in a test tube an equal amount of 
concentrated hydrochloric acid with 0.2 per cent ferric chloride is 
added. The mixture is thoroughly mixed by shaking. A little (2 or 
3 cc) of chloroform is now added and the mixture shaken again. The 
chloroform layer at the bottom is coloured blue if indican is present. 

If the patient is taking iodides or bromides, the cblorafonn 
layer v/ill be coloured reddish-violet or yellowish brown due to libe- 
rated iodine or bromine. 

Blood. — Blood is best detected by examining the centrifuged 
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deposits for red blood cells; and free hsmoglobin In urine can be 
aetected by, spectroscopy. 

ChewicaZ test — Guaiacum leal — A column of urine, about 1" In 
a test tube, Is boiled and after cooling 2 drops of freshly prepared 
tincture of g\iaiacum la added. After shakings ozonic ether (hydro- 
gen peroxide in ether) is injured by the side of the teat tube. If 
blood is present a blue ring forms at the junction of the fluids. 

!^ofe . — False positive reaction may be given bj’ pus ia the urine 
or when the patient is taking iodides. 

Quantitative estimation. 

Sugar. — (1) With Fehting'a sotulion — 

A burette is filled with urine diluted 10 times with distilled 
water — (urine 10 cc 4- distilled water 90 cc). 5 cc each of Fehling’s 
solution Ko. 1 and No. 11 (the same solutions as are used in qualita- 
tive tests) are taken in a porcelain basin, and diluted with distilled 
water. The basin is then heated on a flame. To the boiling 
Fehling’s solution in the basin, diluted urine from the burette is 
added gradually. Cuprous oxide will be precipitated in the basin and 
when the solution has been completely reduced, the blue colour will 
disappear. This is the end point of the titration and no further urine 
is added. The amount of diluted urine used is read from the burette. 
The amount of sugar is calculated thus: — 10 cc of Fehling’s solution 
requires SO mgm. (O'OS gm.) of glucose for complete reduction. The 
amount of fluid run from the burette divided by 10 gives the amount 
of undiluted urine containing 50 mgm. of glucose. From this the 
percentage can be easily calculate^. 

0*05 X10 X 300 , , . 

-BliStTe'WTafngnVc-S o' Bl-cose .n 100 cc of unne. 

Note . — is difficult to find out the end point just when 
all the blue colour of the Fehiing's solution is discharged because of 
the red precipitate. The basin should be tilted so that the super- 
natant fluid may be seen against the white background of the 
basin, au'ay from the red deposit at the bottom. The end point may 
also be determined by ailoiving a drop of the supernatant fluid to 
fall on a filter paper soaked in acetic acid and potassium fenocyanide 
solution. If the Fehling’s solution has not been completely reduced, 
a brown colour will be produced and more urine should be run in. 

2. Benedict’s method. — ^Because of the disadvantage of accurate 
determination of the end point with Fehling’s solution this method 
Is preferred by many. 

Benedict’s quantitative solution — 

(a) Sodium citrate 200 gm.'} Dissolved byheatand 

„ Carbonate (anhydrous) 75 gm. ( then filtered and 

Potassium thiocyanate 125 gm. r cooled to room 

Distilled water about 600 cc. J temperature. 

(b) Copper sulphate 18 gm. 

Distilled water 100 cc. 
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Solution (b) is slowly poured Into the solution (a) with cons- 
tant stirring. Then 5 cc of 6 per cent potassium ferrocyanide is added 
to the mixture and the volume made upto 3D00 cc with distilled 
water. 

In this method the reduced cuprous oxide forms a white preci- 
pitate with thiocyanate and therefore the .discharge of blue colour 
as the end point can he easily detected. 

Method . — 25 cc of Benedict’s solution (quantitative) is taken in 
a glass flask or beaker containing about 3 or 4 gm. (approximately) 
of anhydrous sodium carbonate and a few glass beads to prevent 
humping. The solution is heated on a flame and while boiling, diluted 
urine is run In from n burette (as in Pehling's method) gradually. A 
white precipitate forms, Unne is added until all the blue colour has 
disappeared. The reading in the burette is taken to note the amount 
of urine added. 

The calculation is made thus , — 25 cc of Benedict’s solution is 
leduccd by 50 mgm (0.05 gm) of glucose. 

0.05 X 10 0 X 30 ( Nu mber of t imes the urine was dilu ted) 
Burette reading in cc 

=gms of glucose m 100 cc of urine. 



Fig. -lO. Kiibarh’s albuminometcr. 

Albumin (Total proteins) — Bsbach’a method — A graduated tube 
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called Esbach’s albuminometer (fig. 40), Is used for estimating 
albumin in urine. 

Esbach’s Reagent — Picric acid . . . . 1 gm. 

Citric acid .. .. 2 gra. 

Distilled water . . . . 100 cc. 

Method . — The tube (albuminometer) is filled with urine (diluted 
if necessary — see below) upto the mark U and then with Esbach’s 
reagent upto the mark R. The tube. is now closed with a rubber 
stopper and the contents are well mixed by repeatedly inverting the 
tube. It is now allowed to stand undisturbed for 24 hours. The 
precipitated proteins settle at the bottom. The height of the depo- 
sit is read by the graduations in the lower part of the tube. 'The 
numbers indicate grams of protein per litre of urine. 

Wole. — (a) If the urine is alkaline it should be made slightly 
acid with acetic acid. 

(b) If the specific gravity of the urine is more than 1010, it 
should be diluted sufficiently to lower the specific gravity to about 
1010, before filling tbe albui^nomcter. This is necessarj’ because the 
precipitated proteins will not properly sink to the bottom if the 
specific gravity of the urine is high. 

(c) The method is not very accurate but is useful for ordinary 
-clinical purpose. For more accurate determination other elaborate 
methods are necessar}'. Amounts less than 0'05.per cent can not be 
estimated by this method. 

Urea. — Urea is estimated by noting the volume of nitrogen 
liberated from urea when a known volume of urine is brought iu 
contact with a solution of alkaline sodium b^-pobromite. 

For 'routine clinical work, a direct reading apparatus (Hind's 
modification of Doremu-Vs ureoroeter) Is used. (Pig. 41). 

Reagent — ^This must be freshly prepared before the test. 

Bromine . . . . 1 part 

Sodium hydroxide solution i0% 10 parts 

Method . — After closing the stop-cock the central graduated 
tube is filled with the hypobroraite solution by pouring it in the 
receptacle on the left and tilting tbe apparatus. The side tube on 
the right is filled with urine upto the mark O. to 1 cc or more 
of urine is now gradually run into the central tube by slowly turning 
the stop-cock. Nitrogen will be liberated, as shown by effervescence 
and collect at the top of the central tube. Tbe marks on this tube 
represent urea in grams eguivaJent to tbe jjitrogen liberated. £laeb 
small division represents 0.001 gm of urea. The amount of urine 
used will be shown by tbe graduations on the side tube. From this . 
the percentage can be calculated. 

Note. — If a large amount of urine is allowed to run into hj-po- 
bromite solution suddenly, , then some of the nitrogen evolved may 
escape through the receptacle due to vigorous effervescence. So 
urine should be added very’ slowly. 
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Examination of urinary deposits. — Urine is allowed to stand in 
a conical glass, or a small amount is centrifuged in a small conical 
tube. The deposits collect at the bottom. The supernatant Ouid is 
drained out and a drop of the deposit is placed on a slide Tilth a capil- 
lary pipette. This is covered with -a cover-slip and examined under 
the microscope both with low and high power objectives. 

Urinary deposits can be classified as (1) unorganised deposits 
and (2) organised deposits. 

(1) Unorganised deposits . — They vary according to the reac- 
tion of the urine, and are seldom present in urine immediately 
when the urine is passed unless present in excessive amounts. These 
deposits are normally thrown out as a result of precipitation due to 
alteration of reaction or due to lowering of temperature of the urine 
after it has been voided. The various unorganised deposits have been 
described in table XII and shown in Pig. 42. 

(2) Organised deposits . — ^These are commonly — (i) Pus cells 
(Leucocytes); (fi) Red blood corpuscles; (fii) Epithelial cells; (iv) 
Casts and cylindroids. 



rig. 42. UnorirnniHrtl tlepo^its ia orinr — A. Uric neicl, B. 

I-'mics C. Stellar pUoHphate^ I). Calciun* oxalate, F.. Trii'le 
I'liO’ijvl'aic^, t'. Beueine, Cl. TerOsioe, H. Cyatine. 

The appearances of various casts have been shown in figure 33.- 
According to Addis pus cells, red blood cells and epithelial cells 
may be passed in urine normally upto a maximum of alMut 2,000,000 
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in 24 hours. (Roughly about 2^per field in centrifuged deposit under 
high power). 

For significance of the presence of various formed elements in 
urine see page 115. 

Other depoaifs — (i) Prosfatic threads — These are visible to the 
naked eye as fine threads floating in the urine collected in a conical 
glass. They should be examined for pus cells and micro-organisms 
after smearing on slides and staining with Gram’s method. 
They ore foxmd in chronic gonorrhoea, (ii) Spematozoa — ^These 
are sometimes found in male urine. (Hi) Fat droplets — In true 
chyluria fat is present in fine emulsion and the minute droplets are 
not visible to the ordinary high poweh of the microscope. When 
larger droplets are present, the condition is called lipuria. (iv) 
Parasites and ora — Spiked ova of Schistosoma appear in urine Jn 
vesical schiatosemiasia. 


Table XU 


Unorganised Urinary Deposits. 


Pub»tfln''e I Iji aeid uriRP. In alkfiline urine. | lieui»rk*. 

1. 'CriB neMi ^ erj:«latline! PreeipitoteJ One to too! 

And ery^tuI4 nnO a< atniLOniutn urate. |iiig of urine. lieohsulTed 
uri>te< iCrjKtalline rodiuRi, l>7 Anrming or by olkalm. 

Qi&tv, or ttmor- * lOepostte cotoureil pmk or 

[ihous e odium, I ;briek-reO due to obiorptnm 

potflMium II R 0 ,of uruinrj pigtaentr, (ra)ese 

, Ammonium urnti.*. | Ipepper deposit) . Their 

I prrwDcc b of little climcol 

I sipiilScfince. If present in 

BU<{>ension in urine nhen it 
it pafxu-d (tithunnj, mny 
cause irrilitlion. 

" Phos- I As colcium liy-r As errstallinr Procipitatnl due to alJtn. 
T-hnfe*. tlrOgen pliorpimieftf'pl^ phoephntejine rencti.in of urine. 

[{stellar Dcpoiit may l-e present in 

tin faintly acid oiinrshini p)io<pliate), unne wJien it ii pa*«e>l due 
'oeutrfil urine. .niioriAoiw caicium.to nJknlme readion or it 

1 'i> r magueraum'Diay appear on rianding due 

amt natto anuunniacal diX’Oiupo'ition 

strlHr phna pha te !of urinp by bnflerial ticlion. 

|Depos.fs diMolrecI by acetic 
I acid or fnineml arid*. 
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Table XU. — continued. •, 


Substance. 

In acid urine. | 

In alkaline urine. 

Ketnarks. 

3. Oxalate. 

cryatallinei 

1 As crvstaline 

j I’rwipifatcd due to cool 


ealeiuzn oxalate. 

'calcium oxalate. 

1 ■ 

1 ing of unno or may be pre- 
isent in suspension when the 


1 

j ■ 

, 

'urine is paased (uxaluna) 
causing irritation of urinary 
passages and rarely hnema- 
turiii. Deposit is* soluble 
in mineral acids but in- 
soluble in ucctio acid. 

4. Leucine. 

1 .Vs leucine 

1 crystals. 

1 

1 

1 This is an amino aci! 
inliich appears in urine m 
[severe liver damage ax in 
[acute hepatic necrosis 

5. Tyrosine. 

As tyrosino ' 

crystals. 

1 

' .‘‘atne as above. 



! This is a sulphur contain. 

S. Cystine. 

As cystine i 

crystab. 

1 ■ i 

1 . 

log ammo acid which ftp. 

, P'-ars ill urine due tn an 
inborn error of metubulisni. 
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Acetone ia urine, 1C7. ^ 

Aceto-occtic acid in nrine, 167. 

Acute bacterial endocarditis, 06. 

cardiac dilatation in coronary 
thrombosis. 68. 
interstitial nephritis, 104. 
nephritis, t^e plomeruloncphrifi*. 
rheumatic fcTcr, 44. 

Adaros-Stokca STiidrome, 40, 79. 

Adrenalino in peripheral circulatoi7 
failnrc, 41. 

AdTcntItious sounds in heart, 22. 

Aetiology of dlsea«es, 1- 

Age in heart diseases, 7. 
kidncT diseases, 105. 

Albumin in urine, 113, 1C4. 
tests of, 164. 
estimation of, 170. 

Albuminuria, benign, 114. 
causes of, 114. 
functional, 114. 
mochanirm of, 114. 
orthostAtie, Hi. 
residual, 114. 

Alimentary system, examination of, S. 
in heart disease, 32. 
in kidney disease, 109. 

Allergy, 2. 

Ajninophyllin, 64, 70. 

Amyl nitrite, 63, 70. 

Amyloid kidney, 104. 

Anacrotic pulse, 29. 

Anannia, odema in, 128. 

Anasarca, 107, 123. 

Aneurysm of aorta, 49, 50. 
complications of, 54. 
differential diagnosis of, 53. 
signs and symptoms of, 50. 
x’ray picture of, 51, 52, 

Aneurysm of signs, 50. 

symptoms, 51. ✓ 

Anginal failure, 41. 

Angina pectoris, 0, 49, 65, 66. 
causes of, 66. 
prognosis in, 66. 
symptoms and signs, 60. 
treatment of, 70. 

Angioneurotic erdema, 127. 


Antisyphilitie treatment in cardio- 
vascular syphilis, 54. 

.Anuria, 105, 110. 
causes of, 110. 
reflex, 110. 

Aortic area, 14. 

Aortic regurgitation, 46, 49. 
complications, 54. 
differential diagnosis of, 53. 
murmur in, 24. 
puisc in, 2D. 

signs and symptoms of, 50. 
.Aortic stenosis, 46, 03. 

Aortitis, syphilitic, 49. 

signs and symptoms of, 49. 
Apex-beot, sre apical impvlte. ^ 
Apical impulse, character of, 17. 

situation of, IC. 

Arborisation block, 81. 

Arsenical preparations in eardioras* 
colar sypItilU, 54. 

Arteriosclerosis, 58. 

Arteriosclerotic retinopathy, 32. 
Arteriolosclerotic, kidney, 59, 104. 
Arterial wall, condition of, 28. 
Aschoff’s node, 42. 

Ascites, 123. 129. 

Atheron.3, 5S. 

Auricular fibrillRfiou,-74, 82. 
tetiology of, 83. 
course and progno«is of, 8.5. 
effect on heart nnd circularion, 83. 
symptoms and signs of, 83. 
treatment of, 8.5. 

Auricular flutter, 62. 
Aurieulo.ventrleular block, 78. 
complete, 79. 

electrocardiogram in, 78, 79. 
incomplete, 78. 

Ansenitafion of heart, 20. 

Auscultatory gap, 31. 

Austin rUnt murmur, 24. 

Azota-ma, 102, 117. 
causes of, 117. 
cxtrarcual, 117, 118, 146. 
renal. 117. 

Bacteri.sl endty-ard'tis, 95. 
fljtlology of, 95. 
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course nml progticxia of, 07 
dinppiosis of, 1)7 
j'athoIo;jj‘ of, !*o. 
ulfrns aoii snojitoms of, 00 
trcntoicnt of, 07. 

Bonco JoncH protein in urine, ])S, 185. 

Bencclict’s tost for su^nr in unno, 
ICG. 

solutions. ICG. Ifi!). 

Beniftn liyiiorlonsion, 50. 

Bcriiiori, a-ijoina in. 12t>. 

difforontinl cliiipnosh of irdoiMa 

Bile in urine, to«tS of, IC7. 

BifinutK m onrdlornseular ii 5 T«l>iUs, 5f 

Blond enst.s in urine, IIG. 

examination in kidney disease®. 

lie. 

Blood prc'wure, niofl«urement of, ?8- 
ves«cls, clianfjes in livpertensloa, 
aS 

Bonitnn’n i'ap'»ul<*. 100. 

Brtvd.vpiirdia, rau'es of, 27. 

Braucr’a ojiewtlon. 92. 

Brctitlilessne'**, set ifyrpnoctr 

Bright’n dlwtioc, 102. 
etassiftration of, lOl. 

Broadiwnt’a fijm, 10, IG. 

Bruit d’TnIxnirke, 21. 

BondledirAitoh Mock. Si. 

Cafflenc tleri\nn»e« n* diorelle*. 130. 

Colclntit In pcrum in uremin, HR- 

CapilLary penneflliility in pathogene- 
sis of elcinfl, 123. 
pul^aCfoa, 30. 

Card no nneiirysm, G7. 

Cardiac n<tlima. S. 
treatment Of, 39. 

Cardiac diillne«s, Buperfleial, 18. 
deep, 19. 

Card ae failure, 35. 
irregularities, 73. 
murmurs, 22. 
fpilema, 121. 
sounds, 20, 21, 22. 
fiyneope, 10, 40. 

Cardiazol in peripheral failure, 41. 

Card’orespiratory murmurs, 26. 

CardioTtisealar symptoni* in kidnrj 
diseases, 106 . 

Cnrd.ova-seular svphili®, 49. 
aneurysm of aorta in, 49. 
aortic regurgUatioa in. 49. 
clmirnl manifestations of, 49. 
complications of. 54. 
coronary narrowing in, 49. 
dlffercutial diagnosis of.'51. 


Iiatholiigi' of, 49 
prognosis of. .04. 

Irentmrnt of, 54. 

C*nnlio\aKi-ulnr si«trm, 7. 

cxaminntioii of m ki-lney dis 
ea«es, 109. 

iBrestignlion and rase-taking, 7. 
Cin1iti«, rhrumatic, 4.1. 

Ckrotad pulsation, 12. 

Caseation, 1. 

Caae-lnking, genemi setieme of, 3. 
in eariliovasi ular disease®, 7. 
in kidney liisea-v-s, 105. 

Centnd ryanosls, 11. 

Cerelital arteriowlerosis, 41. 145 
Cerebral li.a-morrliage und thrombosis, 
tlifTereotial diagnosis v-ltli 
tiraintii, 145. 

Cerriotl sympnlhctie, pressure on in 
ttortic Bncurysiii, 52 
ChetnienI ronslituenfs, niirninl inneeu 
tmtion in Moo>l. 117. 

Chemotherapy in bacterinl .‘iidiH'iirdi. 
tts. 97. 

Cldorides in Mood, 118. 

cau-ses of incrense or deertaso of, 
118. 

Cholnnia, difforcDtlsl diugaosi® Kith 
ora?nin, 14G. 

Clioleslerot In Mooil, 118. 

Oironic glomeruIunephritTs, t11. 133, 
clinical Toanife'iatton'' of, 130, 



treatmeut of, 142 
Chronic iRlerstitlal nephritis, S9. 
nephritis, «ee chronic ^tomcru 
fonep/irifti. 
pcnenrditis, 91 
Tbenmatir heart disrnsi-, 4G 
Cicatrisation, 1. 

Cireviation t me, .13. 

CirciUatory ftiiloro, .15. 

system, examination of. 4 
Climacteric hypertension, 55. 
Clubbiag of Sngors and toes, 13. 

in subacutci bacterinl endocardi- 
tis, 96. 

Coarctation of aorta, .55, 93 
Compensatory pause, 75. 

Complaints, 3. 

in rardiora.senlar diseases, 8. 
in kidney diseases, KS. 
Concentrating power of kidneys, 119. 
Concentration test of urine, 113. 
Concentric hypertrophy of the left 
xeutricic. 67. 
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Ottigrnital lieart 113 . 

wcy.t'notK OS. 

rotnplication'*, *J4. 
cyniiotif iirouj', OS. 
jMitentially cyiinot'K" group, W3. 
sytnplcnis miri HlgBe, Dl. 
^'ongxiitivp cnn?iiic faiitiro, .35. 

•lilTrmitial tvjIIi other 

wuiM"* of (pilemii, 127. 
left ventripular, S(i. 
right vcolrirular, 37. 

C-<in'«-iou'*nt“-» iu licnrt ilistave, 11. 

hirlney tlivi-.Lsc, 107. 

<'on«l'iliiliniiiil liyjK'rlf'Tixioti, Im. 
('.onutHetivo ]Hric:ir<1it!«, 47, 01, 120. 
<Jor pulmonnlc, 7. 

Cor trJloculiirr liinlrinni, {)4. 

Coronary insufheicney, 05. 

Coramlni* in ppriphi'Vnl fnlJiire, 41. 
Corrnary thr«inlm«iM, ft, 4ft, 05, 00. 
miology. 05. 
ctiiisi*'*, 0(1. , 

pain in, 05, 

four'# ami prognosis, 6S. 
(lin’erinli.tl ilingnoVi^, il, OS. 
eKvtrcK'iirOtognini in, Oft, 71 
putliology of, 07. 
reJntinn uilh «Hg(aa poctoris O?. 
“ymptom^ litid x.pii of. 07. 
trtfltment of, 70. 

Corrlgjin’)* piilao, 2ft. 

Cu'liing's rysilrotne, 55. 

CyanD-i-*, 11. 

CylindroiJ?, IIO.- 
Cy*ta«eopy in houniituria, 151. 

in pyurin, 150. 

I)aeo«.ta’8 syndromo, ftS. 

/Iwnliitus, 4. 

m heart di»oaf>e, 11 . 

Drge-nerntion, I, 

DclormeV operntion, 92. 

Uextr««'3rd».i, 17, fl.3. 

Diiibetie eonm, dilTerentiul diigiio*.W 
with iirtt’mia, 143. 

Piagnosix, 2. 

DiapLorr'*)'. in ireUlnient of leilema, 
130. 

Piastolk murmur, ia noi tie arm, 24. 
mitral nrea, 23. 
pulmonary area, 25. 

Dicrotio pul-H', 2 ft. 

PilTu'C glomerulonephriti*, 104, 132. 
a'tiology of. 132. 

.cliniral- mnnil’ps'tation’* of, 13J, 
137. 

ecurse of, 13ii. , 

diatcnosii of, 141. 

.lift in. 141. 


pathology of, 132, 134. 
ptogno^js of, 141. 
treatment of, 141. 

Piffure hypcrpla.'^tie sclerosis, 58. 
Pigitalis in r.ardi.ac faiJure, 38. 

in auricular fibrillation, 83. 
Digosia in enrdinc failure, 38. 
Dismsr, deflnitiou of, 1. 

I4i‘i(irtlere(} action of {he heart, ftS. 
Diuretics la treatment of <»lcma, 12ft. 
Propped beat, 74. 

Proiwy, 105. 
llnioiiez's munuMr, 20. 
liyspliag.a in norlic aneurysm, 50. 
Hyspna'a, in heart disrase, 8. 

jn kidney disease, 107. 

Pysttrin, 103. 

1-lelampsifl, hypertension in, 55. 
hlelopia cordi*, 03. 

Iltfort ayadnirae, 08. 

Khrlirh's oldehydo renetion for uro- 
bilinogen, 208. 

Kinthovrn'fl string galvanometer, 15ft. 
riectrocardiogmm, 150. 
ft.sis devintiun in, 1C2. 
dctlections or troves In, 150. 
norma], JPO. 

of auricular c^traay•sto}e, 70. 
nuriealar dhrilinticii, 
nnncular flutter, 85, 
bumllo-brnneU block, 81, 83, 
coronary thrombosis, C9, 71, 101. 
vomplcti' he.art-bloelr, "ft. 
laromplote hcort-bloek, 70. 
imroxyamnl tnehyvardia, 87 
sino-aurieular idoek, 78. 
vcntricol.ar cxtras.rstoJe, 75, 161- 
significaneo and ehameter of 
waves in, ICO. 

Rli“etrwnnUogrttphy-, 33, 150. 

leads io, 159. 

Illiphantiasis, 127. 

Knibolism, in liucterial cndoe.irdUis. 

86. 

ia coronary thrombosis, 07. 
Eneephalotonlueia, 145. 

Endoeardilis, bacterial, 05. 
rheumatic, 43. 

Endocrine disturbaneei, hypertension 
Enlaigpment of heart, apical impulse 

npjgssiric piiJsiitioD, 15. 

Epilepsy, 40. 

Epithelial casta in urine, 116. 
erevput, 1.32. 
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Erythrol tctmtiitniJc, 03. 

Esboch'a alLumiiiometer, 17tt. 

rcajicnt for wtlmatjon of albu- 
min. 171. 

Essential liyperten.sioij, 53. 
cjjoJogy of, 5.3. 
canses of death In, Ci 
compUcntion of, 00. 
conrse and projnosii of, 61. 
diirerential diaffnosi*, CO. 
I'athoKPDMis of, 5(1. 
pathology of, 50. 
syjuptojijs anil signs of, 51>. 
treatment of, fi2. 

Eucortonc in pcriplicral failure, 41 . 
Euphillin, W, 70. 

Ewart 'e sign, 00. 

Exercise tolerance tc«t, 31. 

Extrarcnal arotcmin, 117, 146. 
Extmjystolo, 73, 75. 
stiology of, 70. 
mirieuhir, 76. 
nodal, 70. 

of, 77. 

Bymptoms and signs, 77. 
treatment, 77. 

Tcntricolnr, 75. 

Pa«les, <!• 

Fallot v tetnhi:^, 04, 

Fuinily lii.stow, 4. 

In heart disease, 10. 

In kidney disease, 107. 

Paft» east in urine, 110 . 

Fehling’s solutions, 105. 

tet for sugar ia urino, J&k 
F irst sound, rnrintion* of, SO. 
Floating kidney, 10!*. 

FotaI nephritis, 104. 

Fatal rliytlim, 21. 

Foochet’s test for hiliruhie in nrioe 
lOS. 

Frusirane eontraetifijj, S.X 
Functional eflicisney of kidneys, 
estimation of, 119. 

Fundus of the eye, examination of, 32. 
Gallop rhythm, 21. 
presystolie, S2. 
protodiastolic, 22. 

Gangrene, 1. 

Gastro-inteatinnl system, symptoms in 
heart disease, 10. 
in kidney disease, 106. 

General examio.nt5on. 4. 
in heart disease, 11. 
in kidney disease, 107. 

Oenernl growth and development tn 
heart diseases, 11. 
in kidney diseases, 106. 


Genera! sjmptoins m kuJnev disrasea. 

105. 

Geueral vaicular failure. 41. 
Owhardt’s test, 167. 

Glamcrulos. 100. 

GlomeruJoncphriti*, sr.* vntfrr t/ijfuv 
ptomcrulonrphWtidi. 
hypcrteosion in, 55. 

Glyceryl trjnilrute, 70. 

Omelin’n test fur bilirubin, 167 
Qratuiui Gleell murmur, 26. 

Granular east in iirini'. 116 
Oranuiatioo, 1. 

Growing jniin. 41. 

Ilsaut^iobiauriii, rau“es of, J51. 
Homoptysiv, 50. 

GiPmorrhagic pcricnriFnl ego’itm, 90. 
lIceiDaturia, 105, 11.3. 14R. 
eau«es of, J48. 

investigation and diagnosis. It"* 
Hay’s sulphur tp“t for hiiu salts, 167. 
Heart block, 27, 77. 
trtiology of, 79. 
significance of, S'>. 
nigns of, fiO. 
symptoms of, 79. 
ireatmeot of, 80. 

Heart disease, ranscs of, 7 

gtneral eonshleraltoas of, 7. 
invcaligntiou of, 7. 

Heart, examination of, 13. 
auseultation of, 20. 
inspection of, 14. 
palpatioB, IG. 
percussion. 18. 

8urfn*n: relations of. 1.1 
fleart failure. fee eorrfioc /oilitrr. 

He.art in hypertension, 57. 

Heparin m harterial enJocarilitis. 97 
Hexamine in urinary infection, ISS. 
High blood pre-jnire. trr fiyperteTtston. 
High bounding piibe. 

High protein diet in treatment of 
ttilemn, 131. 

in sulwcute nephritw. 142 
History of ivtsfillness. 3. 
in heart diseases, 10. 
in kidney disen«es, lOo. 
of prejient dlness, 3. 

History faking. 3. 

Hoarseness of loice, m ai)iur>-sm of 

aorta, 50. 

Horner's syndrome, iS'l, 

Humming lop murmur, 20. 

Hyaline cast in urine, 116. 
Hydronephrosis, hj-j^ertension in, oO. 
Hyperpiesia, 5). 

Hypersensitiveness, 2. 
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JlypeTteofiion, causes ct, 55. 
Hypertensive cardiovascular disease, 

Hypertensive encephalopathy, 41 50, 
106. 

ilifTerential iliagGosis nith 
uricmin, 145. 
treatment of, Ct. 

ITypertcnsivo neurorctinopathy, 32. 
nyjioclilonrmin, 118. 

Idiovcntrienlar rhythm, 8fl. 
ImliKOcannlno test of renal function. 
lS-2. 

InfantUisiR in kidney di<ea»e, lOo. 
Infarction, 2. 

Infective endocarditis, 93. 
Inflammation, 1. 

Interpolated extra.’vstole, 75. 
Intrncapillary pressure in pathogenc. 

sis of cedema, 121. 

Intraientrlculftr lifoek, SI. 

Iodine test of bihrubio, ICS. 
lodism, 127. 

.Taundicc in heart disease, 12. 
.lariseh-Hentheimor reaetioa, 04. 
Joints, involvement in rheumatic 
infection, 43. 

Ketone bodies in urine, 107. 
tests of, Id 7. 

Kidney diseases, eln««lfication of, 102. 
hyperteos.on in, 53, 102. 
manifestations of, 102. 

Kidneys iu Mscntial Iiyper(eij«ion. 
53. 

in cial'jtunnt Uypcrtcusioa, $9. 
structure of, 100. 
surface anatomy of, lOS. 

Lnrjte i\hite kidney, 133. 

Lanai nephrosis, 104. 

Ixmd poisoninj, hypertension in, 55. 
Ixift ventricular failure, S6. 

enlargement, tt-my picture of, 57, 
hypertrophy, 57. 
preponderenco in electroe^rdio 
gram, 1C2. 

I.eucocyt<> ca-st in urine, nc. 

Lipoid nephroa's, 104, 133, 137. 
Maehinarj- laur/sur, SB. 

Jfalignant endocarditis, 05. 
hypertension, 59. 

Mandeiic acid in nrinurv infeetimi, 
158. 

Jlfediastino-pcficnfdltis, 40, 01. 
Mercurial diuretics, 130. 

Mcrealyl, 39. 130. 

Mitk-spots, 91, 


M/lroy’s disease, eedema in, 12"i 
Mitral nrcii, 14. 

regurp tation, systolic murmur 
in, 23. 
stenosi.s, 40. 

prc«ystolic murmur in, 23. 
Morbus cmrnlcus, 94. 
klovnbie kidney, 109. 

Mnrmurs, 22. 

tn aortic area, 21. 
mitml arm, 22, 
pulmonary nren, 23. 
tricusp d Area, 20. 
ilyocarifitis, rficutnatic, 43. 

Keek veins, engorgement of, 12. 
Necrosis, 1. 

Neclrotis.ng nephrosis, lOt. 

Neoplasm, 1, 2. 

Nephritic (rdema, 524. 

Nephritis, (are fftomerulonephnti*) 
Kephron, 100. 

structure of, 101. 

Nephro«i'lero*is, 104, 133. 

Nephrosi*. 10>. • 

Nephrotic sdemn, 120. 

in hypoproteininnla, 120. 

Neritfu* system, examinslion of. 0. 
in he.art disc-ase, 32. 

In kidney d'sc.ase, 110. 

Nerrous f%TUptoms m beRTt diseiise. 10 
in kidney disense, 10(1. 
Ncurorifeulutorv asthenia. 0, 08 
stiology of, 08. 
d aguosis of, SO, 
pathogene»i« of. 93. 
prognosis of, 99. 
symptoms and sign.* of, 08 
trcalfuent of 99. 

Nitrites and nitrates, 63. 
Nitroglyeerine, 63, 70. 

Non protein nitrogen in blood.. 11". 
causes of r}.«r, 117. 
in estimation of renal function. 
119. 

Occupat on, in heart discioi'S, 8 
kdnev disuses, lO.'i. 

Qvicma, 123. 

R«'e»Jory factors in proiluction, 
126. 

capillary permeability in. IS.! 
cardiac, 124. 
causes of, 120. 
clinic.al features of, 123. 
dcRfiltion of, 123. 

•liffCTCntjal iliflgnosis of, 127. 
distribution of, 123. 
dioretics in the treatment of, 129. 
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laiturv, 1.1. 
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D2. 
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purulent, OO. 
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8S. 

Kaurrolfi.a .serpentina, *H. 
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phenomenon, ryiinnsi!* in, 11 
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Iteiiin, 50. 
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n-tiolo^' vf, 42. 
as-scssinriit of uclivity in, 45, 
carditis in, 13. 

ctinical manifestations of, 41. 
complications, 47. 
course and jirojpiosis, 17. 
nodules, 13, 45, 
treatment of, 4". 

Right ventricular failure, .37. 

prepODderenoo in ^•1cc^^>>'ft^d^o 
gras], 162. 

Roger’s murmur, 20. 

EotcU’fl Pijfu. lll'i i*0 
Rotlicra’s te«t, 107. 

Ralycylsulphonie ncid test of alliumin. 
103. 

Ralyrgan, 3P, 130, 

RchWingcr’s test for urobilin, lOS. 
Rccoad einmd, 21. 
variatious of, 21. 

fiecondary eoutmeted kldocy, 13.1. 
Penile ntlieromatnus kidney, lOJ. 
Perum transfusion, in peripUcml 
failure, 41. 

Res, in lic.art disease. S. 

kidney di«o.s«‘, 

Simple bmdycanlia, 27. 

tachycardia, 27. 

Rino-auricular Mmk, 78. 

Sinus arrhythmia, 73, 74 
bradycardia, 27. 
tachycardia, 27. 

Soldier’s heart, ii8. 

Stsvific gravity of urine, 113. 
SpectrovopSf test for urobilin, IBS. 
Sphygmogratn. 2R. 
R/JkvgTOfiOTajJonieti'jv. 30- 
8-T* eeginent in elcctrocardiogntm. 
162. 

Ruliacufe bacterial endocarditis, flo. 
nephritis, 133, 134, 13o, 136, 137. 
rheumatic heart disease, 44. _ 
Subaortic stenosis, D3. 

Salplifinilnmidc group of drugs, in ba?- 
tcrial endo<'arditi3, 07. 
in urinary infections, 133. 


SuIpliuKphenamiiu' in curtliovnwular 
nypliiUs 54. . 

SuppurtilioD, 1. 

Ssmptoius and signs, definition of, 2. 

mechanism ef production of, 2. 

Rynco|>e, 0, II). ^ 

Syncopal failure, 40. 

Syphilitic licnrt disease, xtr eeirdm 
ratrufar «yp/n'b«. 

RyHtemic exainmation, 4. 

Systolic murmur, }ri aortic aren, 21. 
ntitrul urea, 22. 
pafmon.vry «fW, 2.7. 

T aavo in electrocardiogram, Kil. 
Tncliycarilin, 27. 

Tetralogi' of Kntlot, 04. 
Tlioophjlljn-cthylene diamine, O-i. 70. 
TliinI sound in henrt, 21, 

Tlireadj' running pulse, 20. 

ThriHs,. 18. 

TlirnnilMisIs, 2. 

Tic'tae rh> 1 h)in. 21 
Tmeheal tuggmg, 01. 

Trjciispid jirrij- J4. 

Ulccrati\c enJocarditis, 05. 

Unrmia. 143. 

••ausca of, 143. 
complications of, 14S. 
differential d.ngnosis of, 115. 
laboratory findings in, 144. 
p-alliogcDeeis of, 143. 
symptoms nnd a’gns of, 144 
frentmont of, 346. 

Urea, as diuretic, 1.30. 
clearance #e«t, J20. 
concentration test, 121. 
m Mood. 117, 110. 
in urine, estimation of, 171. 
Urcometer, 172. 

Urinary aoti«cpt*cs, 158. 

Urinary obstruction, hytcrtension in. 

system, exnniinntion of, S, 108. 
in heart disease, 32. 

Urine, abnormal rhemlcal constituents 
in, 11,3. 

albumin in, 113, 1G4, 170. 
Jjrnrr-jDnes protein in, 115, 165. 
Idle in, tests of, 167. 
blood in, tests of, 169. 
easts in, IKT. . 

enusca of colour changes in. 111. 
chemical examination of, 163. 
eollcetion of Riiec-mcn of, 163. 
colour of. 111, 163. 

CTlmdroids in. 116. 

ei^fine crystals In, IIS, 173, 173. 



